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Preface 


This book has its origins in a series of lectures given to under- 
graduates at Cambridge as part of the Natural Sciences Part II 
course in Psychology. Being forced to try to convey an appreciation 
of a large field within only twelve lectures, and starting virtually 
from scratch, demanded a radical appraisal of what should be 
covered and how it should be conveyed. Our answer was to try to 
base the course around the key issues that arise in dealing with 
abnormal behaviour rather than to present a comprehensive 
coverage of everything from schizophrenia to mild stress reactions. 
The specific material presented could then be selected so as to 
illustrate the basic questions and how they might be resolved. 
Although our approach was forced on us by particular local 
circumstances, we found it a satisfying way to teach. We believe that 
ithasa general validity even for courses which are not as cramped as 
Ours then was. Whether other teachers share our enthusiasm for this 
approach remains to be seen. 

Books are not written in a vacuum and this one is no exception. 
Our thinking has been influenced and enriched by many teachers 
and colleagues to whom we owe a considerable debt. In particular, 
we would like to thank Myra Hunter, Geoff Shepherd, Iain 
Wilkinson and Mark Williams who read and commented on 
Sections of the manuscript. Nevertheless we remain responsible for 
any confusions or inaccuracies that remain. 

The early stages of planning were facilitated by the excellent 
coffee and generally pleasant ambience of Martin’s Coffee House. 
In the final stages the process of production was greatly enhanced by 
Sheila Turner’s willingness to transcribe our generously overscored 
drafts. We are very grateful to her for this. Finally, and most 
Particularly, we would like to record our gratitude to our wives, 
Sally Miller and Alison Morley, and families who have helped, 
supported and tolerated us through this book’s long period of 
gestation. 


Ed Miller 
Stephen Morley Cambridge and Leeds, 1985 
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1 Introduction 


Abnormal psychology often has a particular appeal for those 
studying psychology at an undergraduate level. There is a general 
fascination for student and layman alike in the problem of ‘mental 
illness’. Abnormal psychology also links with the applied area of 
clinical psychology and therefore appears to have some credibility 
in terms of possible applications to ‘real life’ problems. In this it 
contrasts with some other aspects of psychology which, to students 
at least, can sometimes come across as being rather dry and often of 
purely academic interest. Some students may also see a course in 
abnormal psychology as something that can act as a possible testing 
ground for a later career choice and the desirability of seeking 
postgraduate training in clinical psychology. 

Regardless of the reasons for its popularity with undergraduates, 
abnormal psychology is a fascinating field of study in its own right. It 
presents many challenging problems, both theoretical and 
methodological. More than most areas of psychology, it has been 
subjected to (or suffers from — according to taste) a plethora of 
different approaches and underlying models. As if this were not 
enough, it has attracted more than its fair share of rather superficial, 
offbeat, and even frankly dotty contributions. This can make it 
difficult for the newcomer to distinguish the sensible from the 


_ Purely fatuous. 


The very diffuseness of abnormal psychology raises problems for 
anyone trying to write an introductory text. An all-embracing 
comprehensiveness is not possible if the length of the text is to be 
kept within reasonable bounds. Choices have to be made about the 
kind of material selected for inclusion and the way that it is to be 
Organized and presented. These choices will of course be dependent 
upon the aims that the authors have in mind. The solution 
attempted in this book differs quite radically from that adopted in 
Most other texts on abnormal psychology. In order that the reader is 
Not misled into thinking that he or she is being offered something 
that they did not anticipate, or into failing to realize that what is 
covered is necessarily limited in certain ways, it is appropriate to set 
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out exactly what is being attempted. An understanding of this will 
also assist the reader in integrating the material presented here with 
information gained from other sources. 

There are two major approaches that could be taken in a text of 
this nature. The most popular for texts in abnormal psychology is to 
organize the material around various clinical conditions (schizo- 
phrenia, obsessional neurosis, mental handicap, etc.) so that one or 
more chapters are devoted to each major disorder or group of 
disorders (e.g. Davison and Neale, 1982: an excellent text). 
Although comprehensive in one sense this approach suffers dis- 
advantages. To keep within a reasonable length, it is difficult to 
consider many of the disorders in anything other than a superficial 
way. In any case a single author, or small group of authors, cannot 


be fully familiar with the full range of work relating to a very varied 
range of clinical conditions. 


An alternative that has been 
actually followed in practice is to 


classification which, it is argued, i 
urge to dispense with medical ter 
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branch of the overall discipline of psychology rather than as a mere 
description of strange and exotic phenomena. This gain has to be 
paid for in other ways. The main cost lies in the fact that the range of 
abnormalities dealt with, whether these are defined in terms of 
clinical conditions or of psychological functions, will be much more 
limited than that covered in the more conventional texts. Most of 
the major disorders will in fact get some mention but some will be 
covered very much more intensively than others. For example, the 
selection of depression as the main means of illustrating certain 
basic issues means that affective disorders will be examined in some 
detail. In contrast, only limited aspects of the work on schizo- 
phrenia will receive any sustained attention. 

If it is desired to emphasize the basic questions that arise in 
abnormal psychology, it is also important to be clear at the outset as 
to just what these questions are. As a preliminary there are a 
number of basic conceptual issues. These relate to such things as 
what constitutes ‘abnormality’, how abnormal behaviour can best 
be described and classified, and the very vexed question as to 
whether there is such a thing as ‘mental illness’. These questions will 
be dealt with in the next chapter. They are also quite contentious 
and no final answer to them will be offered. Nevertheless the kind of 
Position that is adopted in response to them colours the handling of 
the material to be considered in this book. 

Having established a workable and defensible position with 
regard to these basic conceptual issues, a number of more empirical 
and theoretical questions arise with respect to specific manifest- 
ations of abnormal behaviour. It is necessary to be able to identify, 
describe and classify the different behavioural abnormalities. For 
example, is it sensible to separate mood disorders like depression 
from other kinds of abnormality and, if so, is depression a unitary 
entity or are there different sorts of depression? Just what criteria 
Need to be used in order to answer questions of this kind? Abnormal 
behaviour, just like normal behaviour, needs to be explained. A 
very wide range of explanatory models have been used in abnormal 
Psychology and these need to be examined. 

Despite the extreme positions taken to the contrary by a few 
authorities, the ‘position adopted here is that abnormal behaviour 
can only be fully understood when it is considered against a 
background of information that can be provided by other disci- 
Plines. The conditions that give rise to abnormal behaviour are also, 
to varying degrees, biological and social phenomena. Non- 
Psychological approaches need to be considered if the particular 
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benefits and limitations of psychological explanations are to be seen 
in their proper context. These questions of description, classi- 
fication and explanation, as well as the general issue of the nature of 
psychological impairments that might occur, will be dealt with in 
Chapters 3 to 7 of this book. They will use depression as the main 
example because this is the single condition that best illustrates 
these basic points. Nevertheless some reference will occasionally be 
made to other disorders. 
As commonly defined, abnormal behaviour is almost always 
tegarded as undesirable and as something to be changed or 
modified if at all possible. In studying normal behaviour the concern 
is usually to understand and explain the phenomena that are 
observed. Any manipulation that is carried Out is generally with the 
aim of enhancing that understanding by means of experiment. 
Those interested in studying abnormal behaviour have a similar 
desire to understand but may also have a strong interest in trying to 
find ways of modifying the basic phenomena. Chapters 8 to 13 aim 
to describe some of the major psychological approaches to the 
treatment or management of behavioural abnormalities, with a 
particular emphasis on comparing the different types of therapeutic 
model and the ways in which the effects of treatment can be 
evaluated. Detailed discussion of the therapeutic techniques them- 
selves will be avoided since this belongs more properly to post- 
sychology. 
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been mentioned so far is that abnormality can assist in the 
understanding of normal behaviour and the processes that govern 
it. If a function, like memory or reading, tends to break down in 
certain ways then this can give useful clues as to how this process 
Operates under normal circumstances. Rare but relatively pure 
forms of psychological malfunctioning can therefore be of consider- 
able theoretical interest and in consequence attract a dispro- 
portionate amount of attention. 

A good example of this is the rather rare form of acquired 
dyslexia known as ‘deep dyslexia’. (For most people the term 
‘dyslexia’ conjures up the image of the child who has undue 
difficulty in learning to read. Technically this is ‘developmental 
dyslexia’ and needs to be clearly distinguished from acquired 
dyslexia which occurs in adults who could once read with normal 
facility but whose reading becomes impaired as a result of cerebral 
lesions.) People whose reading is disrupted following brain lesions 
most commonly exhibit ‘surface dyslexia’. Errors that are made in 
reading are then typically of the form that the word ‘house’ is read as 
‘mouse’ (i.e. a word that may look like the real thing or at least 
shares some sensory or ‘surface’ characteristics with it). They do not 
make errors in which an incorrect word is read which is linked with 
the one supplied in terms of its meaning rather than any sensory 
characteristic. An example might be when ‘house’ is read as 
‘dwelling’. The rare cases of people suffering from ‘deep dyslexia’ 
make this sort of error without being prone to the surface dyslexia 
kind of error (e.g. Coltheart et al., 1980). Furthermore the surface 
dyslexic can use ordinary spelling rules to read and pronounce 
Nonsense words like ‘sut’, whilst this causes considerable difficulties 
for the deep dyslexic, presumably because nonsense words have no 
Meaning that he can access. 

This example gives evidence of what is sometimes referred to asa 
‘double dissociation’. In other words the two quite different types of 
reading error can occur entirely independently of one another. 
Thus it is not possible to argue that one kind of disturbance might be 
Merely a more extreme manifestation of the other (at least not 
Without considerable theoretical contortions). This is then quite 
strong evidence that in normal reading the material to be read is 
Processed in two quite different ways: in terms of its sensory 
characteristics and in terms of its meaning. Clear and isolated 
examples of disturbances in one particular aspect of functioning, 
Such as deep dyslexia, are rarely encountered but can yield 
important theoretical insights that may be difficult to obtain by 
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studying normal individuals. 

To return to the choices facing the authors, the large range of 
models encountered in abnormal psychology has already been 
mentioned. Again not all of these can be considered in a book of this 
nature. Attempts at understanding the phenomena of concern can 
be very crudely placed into two categories. On the one hand are 
those models that claim to be oriented towards explanation in a 
scientific sense and which are capable of producing hypotheses that 
can be tested empirically. At the other extreme are models which 
are more concerned with a subjective understanding of what is 
observed. Many psychodynamic formulations fall into this latter 
category and their proponents not infrequently regard experi- 
mental approaches as, at best, superficial and any attempt to derive 
testable hypotheses from their theorizing as totally misguided. 

In the following pages the emphasis will be very much upon 
empirical approaches to abnormal behaviour. To some degree this 
is because it is the way that is favoured by the authors. Also of 
significance is the fact that it is the empirical approach that links 
abnormal psychology to the mainstream of experimental psy- 
chology with which the student will already have some familiarity- 


2 Some Basic Issues 


As indicated in the previous chapter, there are a number of 
fundamental issues that need to receive some attention before we 
proceed to the main topics of concern. These issues are important 
because the position that is adopted with regard to them very much 
colours the way in which more specific topics are covered in the 
following chapters. 

The questions raised by the clinical classification systems and by 
arguments concerning the fundamental nature of behavioural 
abnormalities are extremely contentious and have received no 
general consensus. Like many hotly disputed issues, they are 
complex and are better considered in a calmer atmosphere than that 
which typically surrounds acrimonious debates. A thorough dis- 
cussion of them would also take up a great deal more space than can 
be afforded here. In this chapter the goal is fairly modest. This is 
just to set out the nature of the problems and give some indication of 
the kinds of argument that have been offered in support of the 
major positions that have been adopted. 

Because these issues are so basic, and because very varied 
Opinions are held, it is important that the authors should clearly set 
Out their own position. This is done at the end of each section. These 
Positions reveal some of the underlying assumptions behind the 
selection of material to be encountered in the rest of the book and 
the way that this is handled. It is suggested that readers consult at 
least a few of the cited references to get a first-hand account of 


alternative positions. 


What is abnormal? 


The use of the term ‘abnormal psychology’ implies that there is a 
branch of psychology for which this is a reasonably apt description 
and which can be more or less clearly differentiated from other 
aspects of psychology. In practice the subject matter of abnormal 
Psychology is as easy, or as difficult, to separate from what might be 
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regarded as mainstream experimental psychology as is develop- 
mental or social psychology. Unlike developmental and social 
psychology, the basis of this differentiation is less clear-cut. What 
constitutes ‘abnormal’ in this context can be defined in many ways 
and none of these is entirely satisfactory as a single basis for defining 
the subject matter of abnormal psychology. For convenience, 
definitions of abnormality can be considered under three main 


headings which constitute the Statistical, departure from cultural 
norms and subjective definitions. 


Statistical definition 


This assumes that Psychological characteristics can be viewed as 
dimensional. The average level, or a range about the average, is 
then regarded as normal and the extremes are defined as abnormal. 
An immediate question is how deviant from the population mean an 
individual needs to be to be considered abnormal? Any chosen cut- 


off point is necessarily arbitrary, assuming a continuous variation in 
the characteristic under consi 


more sophisticated and have 

The obvious situation in 
normality applies is that of m 
of the population in ter 
below a cut-off point s 
usually considered to b 


fall within the scope of 
On the other hand, 
ations. Those with an 


Pped but are not regarded as 
ord is 


considered under abnormal 
psychology. 


Departure from the cultural norm 


Probably the best definition of abnormality in this context is in 
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terms of some departure from the cultural norm. Seeing things that 
no one else can see, or hearing things that others cannot hear, is not 
considered socially appropriate or ideal in a Western European 
culture, nor is being afraid of things like spiders which can do no 
harm. Not surprisingly, departures from the cultural norm are 
almost always unusual in the statistical sense but this is not a 
necessary feature. Despite the fact that most people may have the 
symptoms of influenza in the middle of a particularly virulent 
epidemic, this is not considered ideal. 

The problem with this type of definition of abnormality is that it 
can be arbitrary and can vary both between and within cultures. 
Anthropologists have described cultures (e.g. of certain North 
American tribes) where seeing visions of a kind that would be 
readily classed as hallucinatory in Britain is considered entirely 
normal, at least under certain circumstances. 

Views as to what is considered abnormal also vary within cultures 
over time. Within a quarter of a century, views about the nature of 
homosexuality have changed very considerably and it is now 
generally not considered to be ‘abnormal’ in the sense that it once 
was. Homosexuality also illustrates the arbitrariness of ideas as to 
what is a deviation from norm or ideal. Whilst female homo- 
Sexuality may not have been considered normal or ideal it was never 
regarded as quite such a large departure from the ideal as male 
homosexuality. 


Subjective definitions 


Since abnormal psychology is largely concerned with clinical 
groups, it is worth pointing out that people do not come to clinics 
because they feel that they have met some abstract definition of 
abnormality. For the most part they come because their feelings or 
behaviour cause them distress, or because their behaviour causes 
distress and difficulty to those with whom they come into close 
contact. This is a highly individual and subjective definition, but itis 
One of considerable practical importance. People’s subjective 
impressions of what is abnormal and undesirable obviously overlap 
appreciably with the other two criteria but this overlap is by no 


means perfect. 


Comment 


In general there is no satisfactory definition of what is abnormal in 
‘abnormal psychology’. Somebody was once inspired to define 
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i i being what intelligence tests measure. Unsatis- 
Pees hoch it ee be, this book will define abnormal psychology 
as being the study of the kind of issues that are commonly covered in 
texts on abnormal psychology — in other words the study of the types 
of behavioural abnormality encountered in people with psychiatric 
and neurological disorders and the mentally handicapped. 


Classification 


The field of abnormal psychology covers a very wide range of 
behavioural abnormalities. These are much wider than those 
associated with psychiatric disorders although the bulk of abnormal 
psychology is based on the study of phenomena that also form part 
of psychiatry. In dealing with this work it is extremely difficult to 
avoid using the psychiatric classification system. This is far from 
being wholly satisfactory and its limitations will be described later in 
this section. Nevertheless it is the only classification system for 
abnormal behaviour that is in common usage and it will no doubt 
retain its pre-eminence until something better is proposed. 


Table 1 An outline of contemporary psychiatric classification. 


Functional Organic 
Miscellaneous and 
Psychoses Neuroses personality disorders 
Schizophrenia Phobias Psychopathy Senile dementia 
Manic-depressive Anxiety Addictions (drugs, Arteriosclerotic 
Psychosis states alcohol, etc.) dementia 
Depression Depression Sexual deviations Toxic confusional 
(psychotic) (neurotic) (e.g. Paedophilia) states 
Obsessional etc. Huntington's 
disorders chorea 
Hysteria Myxoedema 
(hypothyroidism) 
etc. 


It is therefore essential to have some idea of the psychiatric 
classification system. The basic outline of this is set out in Table 1, 
although different authorities tend to vary slightly with regard to 
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details. A number of national and international organizations have 
drawn up very detailed classification systems for statistical and 
research purposes. These will not be described here but the best 
known at present are the ninth revision of the International 
Classification of Diseases (ICD-9), introduced by the World Health 
Organization (1978), and the American Psychiatric Association’s 
(1980) third edition of its Diagnostic and Statistical Manual (DSM- 
III). In passing it should be noted that some classification systems, 
like DSM-III, are ‘multi-axial’ in that they base classification not 
only on alleged clinical disorders but also bring in judgements about 
personality characteristics, presence of psychosocial stressors and 
the developmental history of the individual. 

It can readily be seen that the system set out in Table 1 is a 
hierarchical one. The bases for splitting up specific disorders into 
groups will be described but it is not possible to describe all the 
different clinical conditions. The reader is strongly advised to read 
the chapters giving clinical descriptions in one of the elementary 
Psychiatric texts written for medical students such as Curran et al. 
(1980), Linford-Rees (1976) or Trethowan (1979). 

The most fundamental distinction is between organic and 
functional disorders. The basis for this distinction is quite clear. As 
the term suggests, the organic disorders are those which have a 
known physical base, usually involving some form of pathology of 
the central nervous system. Probably the most commonly en- 
countered are the dementing diseases (senile dementia, arterio- 
sclerotic dementia, Alzheimer’s disease, etc.), but there are also a 
large number of fairly rare conditions. These include Huntington’s 
chorea (a genetically linked disease characterized by sudden, jerky 
‘choreiform’ movements and accompanied by a progressive 
dementia) and myxoedema (hypothyroidism). Psychiatric disturb- 
ances can also accompany physical disease which does not primarily 
affect the nervous system. This is particularly so in old people where 
“confusional states’ can be produced by such things as urinary tract 
or chest infections or even the injudicious overprescribing of drugs. 
Similar states can also result in young adults who abuse non- 
prescribed drugs. í 

The functional disorders are, of course, those with no established 
Physical cause. Occasionally disorders thought to belong in the 
functional group are discovered to be the consequence of physical 
pathology and are transferred into the organic camp. The best 
known of these is GPI (general paresis of the insane) which was 
eventually discovered to be a manifestation of the tertiary stage of 
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syphilis, although this is by no means the only example. It is possible 
that other functional disorders will eventually be shown to have an 
organic basis but it is unreasonable to expect that this will be the 
case for all. 3 

The functional disorders are subdivided into two main groups, 
the psychoses and the neuroses. However, it is possible to delineate 
a third group, the so-called personality disorders, as has been done 
in Table 1. The psychoses include such things as schizophrenia, | 
manic-depressive psychosis, and some forms of depression. These 
are disorders which may, but do not necessarily always, show such 
bizarre features as hallucinations, delusions and disorders of 
thinking. The neuroses include such things as anxiety states, 
phobias, hysteria, obsessions and compulsions, and a form of 
depression. (Whether or not there really are two forms of depres- 
sion is an issue which will be taken up in Chapter 3.) 

Although psychiatrists commonly distinguish between the psy- 
choses and the neuroses, it is difficult to find clear lines of 
demarcation. At least three possible criteria have been suggested. 
The first is severity, and it is suggested that the psychoses are the 
most severe forms of mental disorder. This may be generally true 
but it also begs the question as to what is meant by ‘severe’. 
According to at least some definitions of ‘severe’, there are 
exceptions. For example, obsessional compulsive disorders can be 
extremely handicapping. The person who continually has to wash 
his hands, the housewife who has to clean the whole house carefully 
from top to bottom each day, and the individual who cannot escape 
from elaborate checking rituals can all be extremely handicapped. 
In practical terms they may be much more at a disadvantage than 
some psychotic patients with delusions or hallucinations. 

Another possible criterion for differentiation lies along the lines 
that neurotic behaviour can be seen as an extension or exaggeration 
of normal characteristics, whilst psychotic manifestations are 
qualitatively quite different from anything within normal experi- 
ence. This again has some immediate validity. Few people would be 
regarded as having a spider phobia of the kind that would bring 
them to a psychiatric clinic (see Chapter 10 for a case example), yet 
many experience some uneasiness when encountering a spider. In 
contrast the hallucinations and delusions of the schizophrenic 
cannot be matched to normal reactions in the same way. This 

criterion also breaks down under closer examination. The 
phenomena associated with conversion hysteria (a neurotic dis- 
order), such as paralysis of the limbs with no physical cause, seem to 
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be equally as foreign to normal experience as hallucinations. 

Finally, it has been suggested that neurotic patients show ‘insight’ 
into their problems whilst psychotics do not. It is true that many 
neurotic patients show what the psychiatrists describe as ‘resistance’ 
to their symptoms, in that they will try to combat them and make 
statements indicating insight such as ‘I know that it is ridiculous to 
be afraid of spiders because they cannot harm me’. In general 
psychotics do not show such features. However once again there are 
important exceptions to the rule. The person with hysterical 
paralysis does not show insight and the deluded psychotic may 
Occasionally indicate that ideas pop into his head which, on a 
moment’s reflection, he realizes are silly and nonsensical. 

There is thus no entirely adequate basis for the conventional 
distinction between psychosis and neurosis. This leaves the ‘person- 
ality disorders’ as the final subgroup within the functional disorders. 
These are probably best described negatively as psychological 
problems which do not fit into the other categories and include such 
things as alcoholism and other addictions. The best known of the 
Personality disorders is probably psychopathy. The classical picture 
of the psychopath is the young adult male who can be socially 
attractive at a superficial level but who does not make deep 
relationships with others. He tends to use other people as tools or 
objects by which to gain his own ends and he not infrequently 
commits antisocial acts, often of a criminal nature. The natural ‘con 
man’ is one possible manifestation of psychopathy. 


Problems of classification 


Two general problems have been raised with regard to psychiatric 
Classification. The first, which can be dealt with quite quickly, has 
been raised by those who have argued that classification is 
impossible due to the inherent heterogeneity of people. The second 
Problem relates to the validity of the particular classification system 
in use. A particular aspect of this latter problem is the question as to 
what kind or type of classification system 1S most appropriate. These 
issues have been discussed extensively by Kendell (1975; 1983), 
ay covers the issues in very much greater detail than is possible 
ere, 

Although different authorities have argued from time to time that 
the classification of behavioural abnormalities is pointless, a little 
reflection reveals that some form Of classification is virtually 
inevitable. If not all mental disorder is the same, and the evidence 
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lies overwhelmingly in the direction of assuming that it is not, then 
its features within any given individual need to be described. The 
use of different descriptive terms for different people immediately 
provides some sort of basis for a classification unless it is assumed 
that the same term cannot be applied to more than one individual. 


Kendell (1983) points out that every psychiatric patient has 
attributes at three levels: 


A. those he shares with all other psychiatric patients; 
B. those he shares with some other patients, but not all; 
C. those that are unique to him. 


Classification is feasible providing there are attributes at level B, 
and to a considerable degree the value of classification depends 
upon the relative size and importance of attributes at level B 
compared with those at levels A and C. It is certainly the 
conventional view of most psychologists and psychiatrists that there 
are important attributes at level B. 

In any case, it can be argued that the issue can be examined in 
empirical terms. If a useful classification system can be developed 
then this implies that there is a logical basis for the classification of 
psychological abnormalities. The answer to this problem then 
becomes partially dependent upon the answer that is given to 
queries about the validity of the Present classification system. 
However, the reverse argument does not apply. If existing systems 


are shown to be invalid, this does not mean that a valid system 
-cannot be developed. 


The psychiatric diagnostic syste 
the grounds that it lacks reliabilit 
1962; Kreitman, 1961; Zubin, 1 
chiatric patients and looked at t 
two or more psychiatrists who 
General discriminations betwe 
can be made quite well, but rel 
psychiatric diagnoses. In Kr 
between two diagnosticians 
disorders, 61 per cent for the 

for organic disorders. 
On the face of it these reliability studies are 


and suggest that the traditional diagnostic categories cannot be used 
with great reliability. As Cooper (1983) points out, little attempt 
was made in many of these studies to ensure that the people making 
the diagnosis used agreed criteria so there is some scope for 


m has been strongly attacked on 
y. Several studies (e.g. Beck et al. 
967) have taken samples of psy- 
he diagnostic agreement between 

have examined the same patients. 
en Organic and functional disorders 
iability can be very poor for specific 
eitman’s (1961) study, agreement 
was only 28 per cent for neurotic 
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improving reliability even within the bounds of the present system. 
Ley (1972) has also carried out a more sophisticated analysis of data 
from some of the reliability studies and suggests that psychiatrists 
are about 75 per cent accurate in their diagnoses. A further point is 
that the kind of study described so far typically takes a varied 
sample of psychiatric patients and forces the diagnostician to fit 
them into one category or another. It could be that a good 
proportion can be diagnosed reliably but that there is a subgroup 
that just does not fit into the system. Ley’s (1972) analysis did not 
find strong support for this possibility but was certainly not sensitive 
enough to rule it out. 

_ When attempts are made to devise special instruments or 
Interview procedures for reaching diagnoses based on operational 
Criteria, and psychiatrists or other raters are trained to use the 
Procedures, then fairly impressive levels of reliability can be 
achieved, especially for the major psychoses (schizophrenia and 
depression). Examples of such developments are the Present State 
Examination (Wing et al., 1974), the Feighner Criteria (Feighner et 
al., 1972) and the Research Diagnostic Criteria (Spitzer et al., 
1978). In a study reported by Murphy et al., (1974), it was found that 
inter-rater reliability was 94 per cent for the presence of depressive 
symptoms and 80 per cent for specific diagnoses. In fact most of the 
unreliability in this last figure could be attributed to diagnosticians 
disagreeing about the level of certainty with which they accorded 
the diagnosis rather than which diagnosis they actually chose. Of 
their original sample, a subset of forty-three who had initially been 
considered to have ‘primary affective disorders’ was given a blind 
re-evaluation five years later. The level of agreement at follow-up 
was 86 per cent. Basically similar results were found over a four- 
year follow-up by Faverilli and Poli (1982). ; 

It thus appears that at least some psychiatric categories can be 
used with good levels of reliability and certainly well enough for 
Tesearch purposes. The reliability is not perfect but can be made to 
be more than adequate as far as such things as the major functional 
Psychoses are concerned. Whether the system is valid in the sense 
that it relates meaningfully to other significant features like 
aetiology or response to treatment, is difficult to assess. There is a 
relationship between psychiatric diagnosis and treatment but this 
Could be contaminated by the fact that psychiatrists believe that 
diagnosis is related to treatment response. The classic study of Roth 
(1955) demonstrated that, as far as certain diagnostic categories in 
Psychogeriatric patients are concerned, diagnosis can be a reason- 
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ably powerful predictor of outcome. 

The standard psychiatric diagnostic system (or set of related 
systems) is based on categories. It is generally assumed that these 
are mutually exclusive and defined by a set of necessary and 
sufficient features. From this it follows that every psychiatric patient 
can be slotted into one of them, much like categorizing an assorted 
collection of items of fruit such as apples, pears, bananas, etc. 
Contemporary work in cognitive psychology suggests that categ- 
ories used in natural language are not exclusively defined. Instead 
there is a prototype for each category and membership is deter- 
mined by how well an individual approximates to the prototype with 
respect to the number of shared features. On this basis one would 
expect to find less than perfect reliability in allocating individuals to 
categories, some within-group heterogeneity and some overlap 
between group membership. Also the diagnosticians’ confidence 
and accuracy of allocation will be a function of the number of 
features an individual shares with the prototype. Cantor et al. 
(1980) have applied this a 


showed that this model fits reasonably well. 
Others, 


siderable ap 
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The Nature of Psychological Abnormality 


The position taken so far has not seriously deviated from the 
standard medical or psychiatric approach to abnormal behaviour. 
This is a stance that has attracted considerable, and often justified, 
criticism. It is appropriate therefore to take a rather more careful 
look at the nature of the phenomena that are going to be discussed 
in the greater part of the book. It is also likely to be helpful if the 
authors indicate the kind of position that they have adopted. In 
order to cover the various issues fully it would be necessary to 
expound at considerable length. The present aim is merely to give 
some idea of the basic arguments. 

Many books on abnormal and clinical psychology or related areas 
(e.g. behaviour therapy or psychotherapy) contain a routine 
condemnation of what is described as ‘the medical model’. This 
medical model is sometimes set up as an Aunt Sally to be quickly 
and comfortingly knocked down by the particular kind of psycho- 
logical or social model favoured by the writer concerned. In these 
arguments a simple dichotomy is outlined between one kind of 
Model and another where one is clearly outdated and wrong whilst 
the other is self-evidently correct, especially when viewed through 
the author’s pair of rose-coloured spectacles. It is part of the 
argument being advanced here that the real situation is very much 
more complex than this and that the simple adversarial view of the 
different models as being in direct competition with one another is 
Often mistaken. In other words, it is not a simple issue of either one 
Model or the other, and this is so even when discussion is confined to 
those disorders with no known organic cause. 

In many discussions the ‘medical model’ is considered to be 
€ssentially that which regards psychological abnormalities as 
diseases, with the archetypical disease being a bodily malfunction 
Caused by some infectious agent such as a bacterium. It is highly 
likely that schizophrenia and obsessional neurosis are not diseases 
in this sense. However, as will be shown later, this is a particularly 
Narrow view of disease and it is not really helpful to use the term ‘the 
Medical model’ since medicine, like all other scientific enterprises, 
incorporates a number of different models. The alternative types of 
model may be psychological (€-8- the behavioural model which 
Postulates that maladaptive behaviour is learned just like normal 
adaptive behaviour) or social in nature. The biggest attack on ‘the 
Medical model’ has come from the exponents of social models 
invoking such processes as labelling, scapegoating and the notion 
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that it is the family or society that is disturbed rather than the 
individual. In this latter case the argument goes that the individual’s 
apparently abnormal or deviant behaviour is not the consequence 
of anything that can be considered to have gone wrong with the 
individual. Rather it is that any individual will behave unusually if 
the outside stresses upon him are abnormal in nature. Some 
advocates of social models, like Laing (see Siegler et al., 1969), have 
also made things difficult by slipping from one social model to 
another. 

It is just not possible to go through all the evidence that has been 
put forward, or even to give a reasonably representative sample of 
it. However, it is instructive to look at one of the studies that is most 
frequently cited with regard to explaining ‘mental illness’ as a purely 
social phenomenon. Rosenhan (1973), in a famous paper entitled 
“On Being Sane in Insane Places’, reported what happened to a 
number of subjects without genuine psychiatric symptoms who, for 
the purposes of this investigation, managed to get themselves 
admitted to psychiatric units in the USA. When going to see the 
psychiatrist, subjects gave false names and claimed to suffer from 
one of the alleged symptoms of schizophrenia which was auditory 
ae Subjects tried to answer all other questions truth- 
ully. 

A number of Rosenhan’s subjects were admitted to institutions 
and were typically given the diagnosis of schizophrenia. On 
discharge they were given such labels as ‘schizophrenic in re- 
mission’. Despite the fact that Subjects tried to behave entirely 
normally after admission, none was detected as an imposter by the 
staff; although it is interesting that the subjects recorded that their 
fellow patients often had Suspicions. Whilst subjects were in the 
hospital, staff observations were very much coloured by their 
perceptions of them as Psychiatric patients. For example, one 


subject seen to be writing notes (to record his impressions as part of 
the study) was described by 


behaviour’ in a Way that indica’ 


questions outside the institution 


Rosenhan, and others very much impressed by this study, have 


om it. One of these is the importance of 
t is categorized as ‘schizophrenic’ his 
cent and otherwise normal behaviour, is 


labelling. Once the subjec 
behaviour, even quite inno 
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perceived and described in different terms. This attitude persists 
beyond the point where the subject’s behaviour is considered to 
have returned to normal in that he is discharged with the description 
‘schizophrenic in remission’. 

This study is a significant one and gives cause for concern to 
anyone working in the mental health field. The following comments 
are not in any way intended to detract from this. The present 
concern is with whether it can really bear the full weight of the 
Particular interpretation that has been placed upon it. This is the 
interpretation that so-called ‘mental illness’ has been shown to be 
merely the consequence of a labelling process. Clearly labelling is 
an inadequate account on its own since it does not explain why some 
individuals get labelled in the first place. However, it is possible to 
appeal to other social phenomena such as scapegoating to get round 
this. Even leaving this point aside, the study loses some of its 
Conviction under closer scrutiny. (For a critical account see Spitzer, 
1976.) 

Rosenhan’s account of what actually transpired between the 
Subjects and the psychiatrists at the initial interview is second-hand 
and there is no direct record of what was actually said. Such a record 
would have been difficult to obtain without running the risk of 
giving the pseudo-patients away. There is no doubt that the 
Psychiatrists were fooled into making a faulty diagnosis. Rosenhan 
implies that this happened absurdly easily, but proper supportive 
data is lacking. Even if the psychiatrists were fooled as readily as is 
Suggested then this does not prove that the concept of schizophrenia 
is merely an empty label, although it might say something about the 
gullibility of these psychiatrists. í ; 

An important question raised by this study is just how easily a 
Psychiatrist should be fooled if it is the case that ‘schizophrenia’ is 
Something more than a label. A little reflection on the kinds of 
factors that might bias a psychiatrist’s decision-making reveals, as 
Scheff (1966) has pointed out, that there may be powerful inbuilt 
tendencies that go against finding that a potential patient is normal. 
Psychiatrists, just like other medical practitioners, probably prefer 
to err in the direction of incurring false positives as opposed to false 
Negatives. It is usually considered a much more serious error for a 
Physician to fail to identify disease when faced with someone who is 
really ill (i.e. a ‘false negative’) than to investigate and treat 
Someone who appears to be ill but really is not (i.e. incur a ‘false 
Positive’). On top of this is an expectation, not at all unreasonable 
Under most circumstances, that by far the great majority of people 
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who present with symptoms do so because they have some eae 
distress or concern. The deliberate malingerer may be a haza 

under some unusual circumstances (e.g. in prisons or in military 
units in wartime) but is a very rare phenomenon in ordinary 
Eien these strong biases to accept what the patient says as 
genuine and to presume the presence of illness rather than its 
absence, it is not all that surprising that it is relatively easy to fool 
psychiatrists into thinking that a normal person is mentally 
disturbed. Other types of physician can be similarly fooled. It is in 
fact relatively easy to fake a story suggestive of epilepsy and to fool a 
neurologist into making that diagnosis. This does not mean that 
genuine cases of epilepsy do not exist. } 

Rosenhan is also correct in drawing attention to labelling 
phenomena in his report. The description of ‘writing behaviour 
implies that the nurse was influenced by the label so as to regard 
otherwise normal behaviour as a manifestation of abnormality. The 
account also shows that hospital staff do not respond to patients 1n 
the same way as they presumably would to ‘normal’ people. At best, 
however, these observations just demonstrate that powerful label- 
ling effects can occur. This is hardly surprising in view of what is 
known about studies of attribution in social psychology. It does not 
Prove that everything can be attributed to labelling. 

Again the example of epilepsy brings this point out very clearly. 
Once the label ‘epileptic’ has been applied to an individual, it can 
then cause others to act towards that person in a different way that is 
Sometimes quite irrational and which bears no relation to his actual 
behaviour or handicap. That a labelling effect can occur with 
epilepsy does not prove that epilepsy is merely a label and few 
would doubt that it is a genuine physical disorder. 

This brings up a general point about claims to the effect that so- 


called ‘mental illness’ can be entirely accounted for in terms of 
particular social mech 


order to make such cl 
phenomena do occur, 
goal, which is to show t 


thing as denying that they have 
may be very significant factors 
nces. For example, Blaxter (1978) showed 


any importance at all. In fact they 
under some circumsta 
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that the diagnosis of alcoholism was a function of several social 
variables like local record-keeping practices, local medical customs, 
cultural definitions of alcoholism and whether the person was seen 
by casualty officers or psychiatrists. The presence of symptoms and 
signs of alcohol abuse was not a significant contributor to diagnosis. 

The importance of labelling in schizophrenia has been examined 
in another investigation which contrasts with Rosenhan’s work. 
Having obtained videotape recordings of subjects alleged to have 
schizophrenia and similar recordings of normal controls, Lindsay 
(1982) showed these to a sample of ordinary people (actually 
Patients in a general hospital) who acted as raters. These observers 
were asked to rate each subject shown in the videotapes for certain 
characteristics. One set of raters was told nothing about the subjects 
being rated. The other two sets were told which subjects were 
Psychiatric patients and which were not. For one set the information 
given was accurate but for the other the indicated attribution was 
the complete reverse of what was really the case. 

If Rosenhan, and those who think like him, are correct then 
certain predictions follow. Where information about the psychiatric 
Status of the subjects was withheld, ratings should not differ 
according to whether the person rated was actually a patient or not. 

his is especially so as the videotapes were carefully collected in 
Order not to contain certain expressions of overt symptoms. For the 
Other two sets of raters the ratings should emerge as being more 
abnormal for subjects identified as schizophrenic regardless of 
Whether this attribution was correct. Some small effect attributable 
to labelling was found, but the overwhelming thrust of the results 
Was to show that the true psychiatric patients were rated as more 
abnormal regardless of any information provided. The results of 
this investigation do not deny that labelling effects occur but they 
strongly indicate that the label is far from wholly an empty one and 
that there is a reality of some kind behind it. é 
An extreme supporter of the labelling hypothesis could still argue 
that labelling effects also influence the person who is labelled. 

nowing that one has been categorized as a ‘schizophrenic’, or at 
least that one is being treated as a ‘psychiatric patient’, may itself 
induce altered behaviour. The altered behaviour of others towards 
the person who is so labelled may further enhance the change. This 
Possibility cannot be excluded on the basis of the data presented so 
far and it is a hypothesis that has yet to be put to the test. One slight 
Point against it is that the patients videotaped by Lindsay were fairly 
new cases and had not had a very long time to adapt to,the-label. 
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Also, in looking at other psychiatric conditions it is difficult to see 
how the ceaseless and exhausting overactivity of the hypomanic or 
the perpetual involvement of the obsessional in distressing and 
pointless rituals could be merely the consequence of applying a 
label. 

Another influential and much-cited figure in these debates is 
Thomas Szasz. In his best-known work, entitled The Myth of Mental 
Illness, Szasz (1961) argues that the term ‘mental illness’ implies 
that the phenomena involved are ‘basically similar to bodily 
diseases’. In rejecting this view he argues that psychiatrists are 
really dealing with ‘personal, social and ethical problems in living’. 
He also dislikes the notion of ‘mental illness’ because it undermines 
the concept of personal responsibility in that it can then be argued 
(as sometimes happens in the courts) that people are not respons- 
ible for certain actions because they were ‘mentally ill’ at the time. 
The idea that mental disorders might be reduced to ‘problems of 
living’ has a certain superficial attractiveness. One major difficulty 
is that the notion of a ‘problem of living’ is itself a rather slippery 
concept that is inadequately defined. 

The concept of ‘mental illness’ also requires a closer examination. 
Of course the kinds of phenomena under discussion are not illnesses 
like infectious diseases, and to this extent Szasz and those who think 
like him are correct. Does this mean that a disease model of mental 
abnormality is definitely wrong or inappropriate? This all depends 
upon what is considered to be a disease model. A little thought 
makes it very clear that medicine uses a wide range of models to 
explain physical disease and it is therefore impossible to settle on a 
single ‘medical model’. The infectious diseases model is just one of 
many, and the particular disease models underlying medical 
accounts of closed head injury, diabetes, cancer of the lung and 


spina bifida are all different from one another and not the same as 
the infectious diseases model. 


Medicine basically deals in explanations of abnormality that 


operate on anatomical, physiological or biochemical levels. When 
considered in this light it is difficult to d 


abnormalities entirely from medical approac 
them. Even a disturbance that is clearly be 
logical terms, like a phobia or anxiety state 
organic cause, does have physiological and 
ations (e.g. Gray, 
phenomena it is 


ivorce psychological 
hes to understanding 
st defined in psycho- 
which probably has no 
biochemical manifest- 
1982). In attempting to give a full account of such 
therefore sensible to look at these levels of 
explanation as well as dealing with the psychological and social 
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aspects. It is just not possible to ignore explanations at the ‘medical’ 
level even though these may not be fundamental in any given case. 

To summarize, the position adopted here is that any complete 
account of abnormal behaviour needs to take into account explan- 
ations at levels other than the purely psychological. It must be 
recognized that psychological abnormalities do have social aspects 
on the one hand just as they have physiological and biochemical 
aspects on the other. The general approach which contrasts the 
‘medical model’ on one side with explanations in terms of social 
Processes, such as labelling, on the other, is really drawing a false 
antithesis as though these things were necessarily incompatible. 
Factors at a number of different levels may be important and the 
extent to which they are significant or offer a causal mechanism in 
any given context is a matter for empirical investigation rather than 
ideological argument. 
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3 Description and 
Classification of 
Depression 


In this and the chapters that immediately follow it is intended to 
look at a number of the basic questions in abnormal Bene 
which were outlined in the first chapter. In doing so, depression wil 

be used as the major example although from time to time some 
reference will be made to other disorders. Another point briefly 
made in Chapter 1 also bears Tepetition. The discussion will focus 
on fundamental questions and ways of resolving them rather than 
concentrating on giving a comprehensive account of depression. 
Passing, it is expected that a good coverage of the significant wor! 

ed. However, since the main emphasis 
hat arise and the possible ways in which 
this means that the particular details 
the relative importance that is attached 
from what might otherwise be the case if 


selected for discussion and 
to them may depart a little 
the basic aim had been the 


one of providing a compre 
Immediatel 


to, say, a meteorol On. It is possible to delineate at 
least three uses of ‘depression’. The 


indicate the lower end 


experiences that push us i 
A second usage is that o 
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considered a normal response to a precipitant if one is present. 
Depression as a symptom is encountered in a wide range of 
disorders, like Parkinson’s disease and obsessional neurosis, where 
it is part of another clinical syndrome rather than an alleged 
disorder on its own. 

The dominant use of the term ‘depression’ in psychopathology is 
to refer to alleged clinical syndromes or disorders of which lowered 
Mood is the main, but by no means the only feature. It is in this sense 
that depression is now being used as a major example in this book. 
In taking it further it is easiest to begin by describing the 
conventional clinical picture of depression, assuming for the 
moment that it is an identifiable syndrome. 


The clinical picture 


The classic features of depression are described in the psychiatric 
textbooks. The reader may benefit from perusing the account of 
depression or ‘affective disorders’ given in one of the major 
Psychiatric texts such as Slater and Roth (1973). Such a source will 
8ive the traditional psychiatric picture of depression together with 
Some account of other aspects, like epidemiology and biochemistry, 
which are not covered in any detail in this book. 

The main feature of depression is of course a markedly lowered 
mood, although this is not always the patient’s major complaint on 
Presentation. This lowered mood is expressed in the way the person 
talks, the way that he moves and holds himself, and his general 
demeanour, Activity level is usually reduced but so-called ‘agitated 
depression’ can also occur in which the patient may be overactive, 
Continually walking up and down, with wringing of hands and other 
Signs of distress. 


Thought content is gloomy and morbid. Ever 
Often interpreted as indicating the individual’s incompetence or 


Madequacy, For example, the clerk whose boss is not his usual 
cheerful self may interpret this as a reaction to his poor performance 
“spite the presence of alternative explanations which, under the 
Circumstances, others would regard as much more plausible (e.g. 
the fact that the boss’s marriage is apparently on the verge of 
Teaking up). In extreme cases there are suicidal ideas, with a real 
"sk of these being put into effect. Sometimes there can even be 
Tank delusions. Depressive delusions are characterized by being 
Morbid and associated with guilt. The schizophrenic may believe 


orbid. Everyday events are 


a 
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that he is being persecuted; the depressive feels that he is getting the 
just punishment for the dreadful sins that he has committed. A 

Sleep is typically disturbed, with patients waking early and being 
unable to get off to sleep again. However, the pattern can be the 
reverse with a difficulty in getting off to sleep in the first place. Little 
response is achieved by things that would normally have aroused 
interest, the appetite for food and libido are usually lowered; almost 
paradoxically, some people overeat when depressed. Anxiety can 
also be a prominent feature of some depressions. 

Depression is a disorder that often occurs and then shows good 
remission after a while even with no special therapeutic inter- 
vention. In those who have experienced one episode of depression 
there is an appreciable chance that it will recur. Sometimes it shows 
a course where it alternates with bouts of mania or hypomania. 
Most people who have attacks of depression never become 
hypomanic, but the vast majority of these who become hypomanic 
also get periods of depression. Because of this relationship between 
depression and mania, some description of mania is also required. 


Mania 

In many ways the picture is the reverse of depression. Mood tends 
to be elated or euphoric and it is quite typical for those affected to 
claim that they have never felt better in their life. There is 
considerable Overactivity, with the person rushing hither and 
thither, passing from one activity to another and not finishing one 
thing before Starting another. This Overactivity can be of such a 


degree that little or no sleep is taken and it can result in a state of 
complete physical exhaustion. 


There can also be an i 
referred to in the psychi 


in that conversation jumps from one 


topic to another, sometimes with little rational link as far as the 


listener is concerned. 


The patient with mania or hypomania is impossible to live with 
yet raises problems of management since, unlike the individual in @ 
state of depression, he does not think that anything is wrong. In fact 
from his point of view things are quite the reverse and he does not 
see the basis for everyone else’s concern. Full-blown mania is quite 
obvious and clearly represents an abnormal state. The lesse 
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degrees (i.e. hypomania) can also lead to real difficulties. Because 
the individual’s judgement is impaired he may do silly things such as 
entering into extensive financial commitments that he cannot 
possibly manage to honour in pursuit of some hare-brained idea. 
For these reasons, manic patients are often compulsorily admitted 
to psychiatric hospitals. 


Classification of affective disorders 


The affective disorders, and particularly depression, illustrate more 
clearly than most other psychiatric conditions a number of basic 
issues involved in classification. Firstly, is it possible to ask whether 
it is really appropriate to delineate a group of people who can be 
regarded as having depression? Can people with depression be 
Clearly distinguished from those who have no mental abnormality 
and can depression be reliably distinguished from other alleged 
mental disorders? If these questions can be answered in the 
affirmative then a second set can be examined. These relate to 
whether depression is a unitary phenomenon as opposed to there 
being two or more different types of depression. j 

„The kind of evidence very briefly reviewed in Chapter 2, in 
discussing the psychiatric classification system in general, indicated 
that depression could be identified with a good degree of reliability. 
Studies particularly looking at the identification of affective dis- 
Order when using clearly defined operational criteria have produced 
fairly impressive levels of reliability (Murphy et al., 1974; Faverilli 
and Poli, 1982). Whilst good reliability in differentiating depression 


us an essential point, there is no guarantee that what is reliably 
nce. To take an analogous 


differentiated is of any real significa 3 
fy people as having blue or 


Situation, it may be possible to classi 
brown eyes with considerable accuracy. This does not prove that the 
individuals concerned have been separated into groups that bear 
any useful relation to anything else- To show that the concept of 
€pression is valid it is additionally necessary to show that the 
category meaningfully relates to other factors that might be of 
interest, In the case of psychiatric disorders this means showing that 
the kinds of explanation and treatment that apply to depression are 
ifferent from those applying to other types of disorder. 7 
It is difficult to attempt to deal with this further point at this stage 
Ccause to do so would presume much of the evidence that is 
Covered in later chapters. The assumption for the moment is that 
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the concept of depression does have sufficient validity to make it 
meaningful to use it as a central concept. For example, the kinds of 
models of depression described in Chapter 6 have not been found 


useful in attempts to explain schizophrenia or the many forms of 
neurotic disorder. 


The subclassification of depression 


Whilst psychiatrists have generally accepted that depression is a 
separate disorder, there have been considerable disputes about 
whether it constitutes a single disorder or is best subdivided into 
different types. The most common view is that there is more than 
one kind of depression and the alternative viewpoints have been 
conceived as a set of dichotomies (endogenous versus reactive, 
unipolar versus bipolar, etc.). Despite this there has always been 4 
‘significant minority view to the effect that the various manifest- 
ations of depression form a continuum and do not reflect entities. 
Lewis (1938), in a classic paper, suggested that the alleged different 
forms ‘are nothing more than attempts to distinguish between acute 
and chronic, mild and Severe; and where two categories only are 
presented, the one — manic depressive — gives the characteristics of 
acute severe depression, the other of chronic mild depression’. 
Whatever view may be taken on the basis of evidence available 


today, it is still difficult to refute Lewis’s position categorically 
although many authorities would feel that the balance of evidence 
runs against him. 


In fact a number of d 
Suggested and 
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Although the assumptions underlying the endogenous vs. re- 
active distinction are logically distinct from those underlying the 
psychotic vs. neurotic distinction, the two dichotomies do show 
considerable overlap in practice. For this reason these two 
dichotomies will not be kept as separate as they otherwise might be 
when the evidence for them is considered later. 
mae Polar vs. bipolar. This distinction is based on the long-term 
Fhe of the disorder. To a considerable degree it cuts across the 
ee ichotomies already described. Some people with depression 
a a clinical history which includes episodes of hypomania 
soe aay between periods of depression. (Naturally, the 
ae ie individual is not either depressed or hypomanic all the time 
ae ong periods of relatively normal mood levels may occur 
ae the periods of abnormality.) Such disorders are often now 
eee ed as bipolar disorders. Other individuals just experience 
a s of depression with no indication of hypomania and these are 

garded as having unipolar disorders. 
one problem with this subclassification is that patients have to be 

Owed for some time before they can be safely categorized. A 
Pomon who has one hypomanic and one depressive episode in either 
naa is obviously bipolar. It is usually considered necessary to wait 
ith an individual has had three or more episodes of depression 
a re indication of hypomanic swings before the label ‘unipolar’ 
ha e applied reliably. Since many people with affective disorders 
xa € several episodes but with long periods of relatively normal 
hte levels in between, the classification of unipolar or bipolar can 
3 ally be made eventually. However there are people who only 
hese to have a single bout of clinically significant depression and 
ese cannot be satisfactorily described as unipolar or bipolar. 
ases with only hypomanic episodes are very rare. 
oops distinctions. Other subclassifications have been developed 
HR ae desribed by Andreasen (1982), but these are of less concern 
the present context. One of these is the distinction between 


Primary and secondary depression (€-8: Woodruff et al., 1967). 
drome occurring in a person 


hiatric disorder. If another 
iously then the depression is 
ose of this distinction is to 
ght be the accompaniment 
erms our present 
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is related to age at onset. It has been noted by Winokur’s group that 
patients whose onset of depression occurred before 40 years of age 
differed in certain respects from those whose first depressive 
episode became manifest later in life (see also Winokur, 1979). The 
early onset group contained more females. Male relatives of 
depressed females in this early onset group had a raised prevalence 
of antisocial behaviour and alcoholism, whilst female relatives had 
an increased tendency to experience depression. The implication 
from this is that there is a familial or genetically transmitted 
disorder that tends to manifest itself as depression in females but in 
antisocial behaviour and alcoholism in males. 

Winokur’s group defines as ‘pure depression’ the disorder found 
in males over 40 years who also had a family history of affective 
disorders. The predominantly female group with onset before 40 
years of age is then described as ‘depression spectrum disorder’. 
Whilst these two categories of ‘pure depression’ and ‘depression 
spectrum disorder’ account for a good proportion of the people who 
develop affective disorders, they say nothing about women with a 
late onset, men who have a family history of antisocial behaviour 
and alcoholism or people who have no family history of psychiatric 
disorder at all. To cope with these, another category of ‘non- 
familial depression’ was introduced. Andreasen and Winokur 
(1979) then combined this classification system with others to form a 
complex hierarchical model. This divides affective disorders 
initially into primary and secondary groups, with the primary grouP 
being further subdivided into bipolar and unipolar disorders. The 
distinctions between depression Spectrum, pure depression and 
non-familial then apply to the unipolar group. 

‘ This Classification system developed by Winokur’s group iS 
interesting in that it is based on a systematic set of familial and 
genetic Studies. It will not be specifically examined in the following 
sections of this chapter but a good idea of the basic evidence O” 
which it is based can be obtained from the cited references. 


Evidence relating to subclassifications 


The possible Subclassifications of depression have attracted con 


siderable debate and a large number of empirical investigations: 
This is especially so for the distinctions between endogenous a? 
reactive depressions (which as we have seen overla considerably 
with the psychotic/neurotic distinction). The E sychiatric 
approach to resolving this question is to select two well-define 
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groups with one containing, say, clear cases of alleged endogenous 
depression and the other clear cases of reactive depression. The two 
are then compared on a particular variable, such as response to 
electroconvulsive therapy (ECT), and if they differ with respect to 
this variable it is then assumed that the classificatory distinction is 
Justified. 

The logical flaw in this procedure is that it is based on looking at 
the extremes and it does not allow for the possibility that an 
unbiased series of depressed patients might contain every gradation 
from endogenous to reactive. It could then be that the variable 
chosen for examination, like response to ECT, is more manifest at 
One end of the spectrum than the other. Studies of this kind cannot 
therefore prove the existence of two types of depression in the 
absence of something further. A simple example can make this 
Point very clear. A visitor from another planet anxious to make a 
Catalogue of all the different life forms on earth whose experience of 
dogs is restricted to St Bernards and chihuahuas could readily be 
forgiven for listing these as very different species. Only when seen 
against the vast panorama of canine variation is it possible to view 
these two very different breeds as part of the same family of ‘dogs’. 

One way to strengthen the argument from extreme groups would 

€ to try to establish what neuropsychologists describe as a ‘double 
issociation’. If features can be found that are associated with one 
‘ype of depression and not the other (e.g. a good response to ECT), 
and yet other features are found which go in the reverse direction 
€-8. showing a better response to another form of treatment in the 
8toup not most susceptible to ECT), then this considerably 
Strengthens the grounds for regarding the two subtypes as being 
really different and not just the extremes of a single distribution. 

nfortunately studies of this kind have generally not been done. 
4 A number of other methodological points have been made by Ni 

hrolchain (1979). She points out that studies tend to have been 
Carried out on hospital samples and that this could bias the results 
Since Only a small proportion of those who develop depression 
actually get admitted to hospital. In addition, she argues that the 
type of Variable that is fed into any analysis needs to be considered 
much More carefully. Often studies aiming to discriminate between 
WO types of depression will use symptoms, possible aetiological 
actors (e.g. whether there is an obvious environmental precipitant) 
on response to treatment. This assumes that there is a one-to-one 
“tionship between aetiology and clinical symptomatology and 
“tween symptomatology and treatment. In particular she elabor- 
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ates on the possible relationships between aetiological factors and 
clinical symptomatology, demonstrating that the relationship may 
not be such that different aetiologies lead to different symptoms. If 
this is the case, it becomes important to separate out the different 
types of variable and not to confound possible aetiological variables 
with clinical features. 

The studies published so far generally fail to meet the kind of 
rigorous methodological requirements just described. Many of 
these are summarized in Andreasen (1982). A number of studies 


have given results consistent with the notion that there is some basis 
to the distinction between endo 
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analysis, whether the data fed into the analyses conform to the 
assumptions of the statistical models, and what the results all mean. 
The account given here cannot reflect all the differing points of view 
which inevitably lays it open to the charge of being biased. 

One of the clearest and least technical discussions of the various 
multivariate methods has been provided by Maxwell (1971). The 
reader who wishes to follow the statistical argument further might 
be well advised to begin with this paper. As might be expected after 
this statement, the present authors have been strongly influenced by 
Maxwell’s views. 

One of the most commonly used techniques, or family of 
techniques, is factor analysis. (Here this term is being used in a 
generic sense to include such things as principal components 
analysis.) In essence the question this procedure tries to answer is 
how many ‘dimensions’ are needed to describe the data? Just as it 
takes two dimensions in space to describe figures like a square or a 
triangle, so a factor analysis of the different features associated with 
depression might suggest that these features can be subsumed into 
two Superordinate dimensions (or ‘factors’) which might be 
labelled, say, severity of mood change and psychomotor features 
(agitation as opposed to retardation). It is important to note that the 
Presence of two factors or dimensions does not mean that there are 
two types of depressed patient (such as are implied by the 
endogenous vs. reactive distinction). Rectangles of different sizes 
Still need to be described in two spatial dimensions as do triangles 
and Pentagons. Knowing that we need two dimensions to describe 
Shapes does not tell us whether all the shapes being considered in a 


Siven set are essentially of the same type (e.g. all rectangles of 


different sizes) or whether there is a mixture of different types of 
ircles. It is this latter 


Shapes includi jangles and Ci 

ing rectangles, triang! es $ : 

Ape Of question that is of concern in searching for evidence for 
ifferent types of depression. 


ere is one possible way in which factor analysis techniques (in 


Practice usually principal components analysis) could yield evi- 
dence of different types. Each factor (or dimension) produced by 
e analysis consists of a set of ‘weightings’ which are numbers 
tWeen +1 and —1 which indicate the degree to which each of the 
Original measures fed into the analysis contributes to this factor. For 
“ach subject the data from the original measures can be combined 
“Sing these factor weightings to give a subject score on each factor. 
€ distribution of these scores on the factors derived from each 
Subject can then be examined. Because of the nature of the 
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statistical model this distribution of scores is almost always normal, 
and where it deviates significantly from normal this usually indicates 
that the statistical assumptions on which the model is based have 
been violated. The results of the analysis are then invalid. 

It is possible to get a bimodal distribution of factor scores. Such a 
bimodal distribution has been looked for by Kendell (1968), 
amongst others, and it could be that such a bimodal distribution is 
legitimate (in the sense of not being due to a violation of the 
statistical assumptions) and therefore reflects two types of depres- 
sion. According to Maxwell (1971), by far the most likely cause of a 
bimodal distribution is a violation of the assumptions and this is 
made much more probable by the often unsatisfactory nature of the 
clinically derived data that are fed into the analysis in the first place. 

Because factor analysis starts from the results of applying 4 
number of measures to a large group of subjects and deriving a 
the intercorrelation of each possible 
> as a minimum requirement, depends 

as the product moment correlation 
easures are expected to be normally 
S, various features relating to subjects 
absent. At best they will be rated on a 
Possible to derive indices of correlation 
can be legitimately used as the basis for 
ther technical problems arise (Maxwell, 
unlikely that the typical clinically based 

s entirely satisfactorily. 
; T analytic techniques basically deal with the 
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reviewed by Mendels and Cochrane (1968). The features associated 
Most strongly with the endogenous factor include such things as 
severity, retardation, visceral symptoms, absence of precipitating 
Stress, weight loss, self-reproach or guilt, and suicidal ideation. A 
number of more recent investigations have also found evidence of a 
factor corresponding to endogenous features (Kiloh et al., 1972; 
Paykel, 1971). Although a factor corresponding to endogenous 
depression does often emerge, there is much less agreement as to 
the nature of other factors, particularly one that could correspond 
to reactive or neurotic depression. Kiloh et al. (1972) suggest that 
this might be because neurotic depression is often diagnosed by 
exclusion in that it is depression but without endogenous features. 
Neurotic depression may therefore be a heterogenous subgroup 
that Possibly needs further differentiation. In another factor 
analytic study, Carney et al. (1965) found indications of a bimodal 
distribution of scores on a relevant factor. 

There have also been important investigations that have failed to 
obtain findings matching the endogenous/reactive distinction. In a 
Major study, Kendell (1968) looked for a bimodal distribution of 
Scores on a bipolar psychotic/neurotic factor. Kendell (1976) 
acknowledges that the data fed into his first analysis might have 
been of less than adequate reliability but claims that a further factor 
analytic study based on data from careful structured interviews iS 
NOt so readily open to such a criticism (Kendell and Gourlay, 1970). 

€ findings were again negative. 
s A rather different position has been a z 

ho is convinced that the factor analytic studies have demonstrated 
that two dimensions are necessary to account for the variation in 
Symptomatology. These he equates with the psychoticism and 
Neuroticism of his own personality theory. In effect he rejects the 
Notion of a typology as implied by the endogenous/reactive 


distinction and opts for a dimensional model. As Kendell (1976) 
indicates, even if it is agreed that Eysenck is correct in advocating a 
er than a typology, it 1S hardly 


di i f 
den sional model of depression rath i 
ear that two is the right number of dimensions. The nature of at 


€ast one of these dimensions is also rather more obscure than 
ysenck would allow. 


een advanced by Eysenck (1970), 


dell and Gourlay (1970) are 
there is some degree of consistency 
they are still of dubious value in 
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an be claimed for an endogenous factor but the nature of the other 
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is obscure. Much more serious is the point that there are at the very 
least real grounds for doubting the suitability of the technique for 
answering the question under discussion. 

If factor analysis is of dubious value in this context, are there 
other multivariate techniques that might be of use? The family of 
techniques with the potential to reveal different types of depressed 
patient, such as might correspond to the endogenous/reactive 
distinction, is that referred to as cluster analysis. Cluster analysis is 
again described by Maxwell (1971). The starting point is also the 
subject’s status on a number of different variables or features. 
Indices of similarity between different pairs of subjects are then 
derived and individuals sorted into groups in terms of some 
predetermined criterion. Most forms of cluster analysis are non- 


parametric and therefore it is legitimate to use data that violate the 


arm pions of normality on which factor analytic techniques are 
ased. 


Everitt (1972) has provided a more extensive discussion of cluster 
analysis which avoids the deeper statistical technicalities. As he 
indicates, there are many unresolved problems in cluster analysis- 
In order to derive clusters or groups it is necessary to have good 
criteria for what constitutes a ‘group’ in the context of these 
Procedures. If satisfactory criteria do exist, they have proved very 
elusive to determine and the criteria actually in use are far from 
ideal. It is also difficult to resolve the question as to how many 
groups should be extracted. Everitt indicates that if data from 4 


eee group are fed into a cluster analysis then the 
ul happily prod 5 
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depressives and young depressives with personality disorder. 
Subjects falling in the hostile group and those with personality 
disorder tended to be young and to have milder degrees of mood 
disturbance. The other two groups were older with more severe 
depression. 

Andreasen et al. (1980) arrived at three clusters in an analysis 
based on seventy-one items of information derived from structured 
Interviews applied to a substantial sample of depressed patients. 
One of their clusters showed some correspondence with the 
classical concept of endogenous depression and another approxi- 
mated to a neurotic or reactive group. Andreasen ef al.’s third 
Cluster consisted of subjects with milder depressions that was 
reasonably consistent with the group identified by Paykel (1971) as 
young depressives with personality disorders. 

Yet another study by Pilovsky ef al. (1969) also arrived at three 
groups one of which was considered to correspond to endogenous 
depression. Of the other two groups one was clearly non- 
depressive, which is not surprising since a substantial minority of 
the, subjects used were not originally considered to have depression. 

he final group were depressed but with very mixed pictures. 
_ Given the considerable practical and methodological problems 
involved, it is difficult to arrive at firm conclusions. With regard to 
the endogenous versus reactive distinction, à number of studies of 
different kinds do give some support to the notion of endogenous 
depression although it must also be acknowledged that there are 
equally well conducted investigations that give negative results. 

Ven if the concept of endogenous depression 1s accepted, the 


@PPropriate basis for subclassifying those depressions that remain 


Once the endogenous cases have been taken out remains obscure. 
t best only one half of the endogenous/reactive distinction is 
Validated, 
Unipolar vs. bipolar depression. At i 
ere is a clear basis for this distinction in that bipolar cases have Pas 
clear feature (hypomanic swings) that readily differentiates them 


Tom unipolar cases. A little further thought shows that the 


'stinction need not be as unequivocal as it appears at first sight. It 
disorders represent cases 


Could be that 4 d bipolar 
Where there RSE R h mood with both periods of 
apr €ssion and periods of relatively elevated mood. All that may 
‘Stinguish the unipolar cases is that their upswings are not quite 
meh enough to take them beyond what is the normally acceptable 
ange of variation in mood. In this way unipolar and bipolar 
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disorders are not separate subtypes but manifestations of the same 
thing, with bipolar cases possibly having wider-ranging mood 
swings which puts their highest mood level into the hypomanic 
range. 

The exact definition of putative bipolar and unipolar cases can 
also cause difficulty and the issue is discussed by Perris (1982). An 
individual who has been treated for both depressive and hypomanic 
episodes is no problem and is readily classified-as bipolar. Cases 
with clear episodes of depression are not so easy to categorize 
because they could produce a hypomanic episode some time in the 
future. The more depressive episodes there have been without any 
sign of hypomania, the less likely the latter becomes. Perris has 
himself used the criterion of three depressive episodes without any 


evidence of hypomania for unipolar depression, but other re- 


searchers have adopted different criteria. In any case there is also 
the problem that certain c 


ases are unclassifiable by this system. 
These are the cases with only a single depressive episode. 

One way in which attempts have been made to distinguish 
between these two types is in terms of genetic linkage. The classic 
study is that of Perris (1966). Perris looked at the rates for affective 
disorder in first-degree relatives of probands with either unipolar or 
bipolar disorders. Although the results did show a little overlap, 
there Was an extremely clear trend towards showing that where an 
affective disorder was present in relatives it followed the nature (i-¢- 
bipolar Or unipolar) of the disorder in the proband. This suggests 4 
clear distinction between the two types of affective disorder which is 


The picture for the relatives of bipolar cases is more confused: 
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The risk for bipolar disorders in the relatives of bipolar probands is 
very much higher than for unipolar probands. Nevertheless it does 
seem that there is still an appreciable risk of unipolar disorders in 
the relatives of bipolar cases. In some studies this is even greater 
than the risk for bipolar disorders. 

Aggregating the results of a number of studies gives some support 
for the separation between unipolar and bipolar disorders, but this 
is far from perfect. Perris (1982) argues that there are other reasons 
why the confusion should arise in the case of bipolar probands. One 
of these is that in classifying a relative known to have had an 
affective disorder as bipolar or unipolar some relatives will have had 
only one or two recorded depressive episodes. Such cases are liable 
to be classed as unipolar but will carry a certain risk of developing a 
later hypomanic episode. Thus true bipolar cases can get mis- 
Classified as unipolar whilst the reverse error is very much less 
likely, Factors like this could work to obscure the trends in the data, 
but there is no means of judging whether they could account for 
Most of the allegedly unipolar relatives of bipolar probands. In fact, 
8iven the relatively low proportion of the total number of affective 
disorders usually judged to be bipolar, itis unlikely that a very large 
Proportion of the unipolar relatives or of bipolar probands could be 
explained away by this kind of mechanism. It seems best to 
conclude that studies of this kind suggest some degree of support for 
the distinction between unipolar and bipolar disorders, but the 
discrimination is certainly not perfect. et 

Bipolar and unipolar disorders can also be distinguished in terms 
ef the age of onset of the first episode. Again the studies are 
reviewed by Perris (1982) and there is a fairly consistent trend for 
bipolar cases to have their first episode of affective disorder in early 
adult life (i.e. usually with a median age in the twenties). First 
episodes of unipolar disorders are typically fifteen to twenty years 
later. This raises an important point with regard to the kinds of 
ay Of risk in relatives described immediately above. It could be 

at the true separation in these family studies is between early and 
late onset disorders. It could then be that there is some other factor 
! at predisposes early onset cases towards having hypomanic 
©Pisodes. (The age factor here could also be related to Winokur’s 
distinction between ‘pure depression’ and ‘depression spectrum 
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patients who have affective disorders. Mendels (1976) reviewed the 
then existing published studies of the effects of this drug. In general 
the findings indicate that a high proportion of bipolars and only a 
relatively small proportion of unipolars respond favourably. 

More psychological variables have been used in an attempt to 
distinguish the two types of affective disorder. In at least two types 
of study, fairly consistent results have been obtained. Binney and 
Murphy (1973) looked at psychomotor activity in depressed 
unipolar subjects and in bipolar subjects during a depressive 
episode. Bipolar cases when depressed seemed to exhibit a 
prolonged period of psychomotor retardation whereas agitation 
was more common in the unipolar cases. Similar results have been 
obtained by others. For example, Kupfer et al. (1974) made 
telemetric recordings of activity in drug-free unipolar and bipolar 
cases (the latter in a depressive phase). During waking hours the 
unipolar cases showed about twice as much activity as the bipolar 
subjects. 

Sleep patterns also seem to differ with regard to these two types 
of subject. Bipolar Subjects in a depressive phase tend towards 
eat ge seeping more than eight hours per night) whilst 
finding that oar = ak ed Pypovomnia: Chiat te re 
Bite! 77) Olher tnd eee al., 10723 
distinction have bean z ne a eniiothe unipolar/bipolai 

reviewed by Depue and Monroe (1978). 


Final comment on the subclassification of depression 
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4 Epidemiology, 
Genetics and 
Biochemistry 


In a sense this chapter deals with the more specifically medical 
aspects of depression. As was explained in Chapter 2, there are very 
good reasons for not seeing mental disorders as being purely 
medical or purely social or even purely psychological phenomena. 
Explanations at different levels are not necessarily mutually 
exclusive and it is not possible to appreciate fully the extent or the 
limitations of psychological approaches to a problem of this nature 
Without setting these in the perspective of the medical and social 
aspects, It is therefore necessary to take some cognisance of such 

things as epidemiology, genetics and biochemistry. 
As will become clear, epidemiology is one place in which the 
aN and social sciences do meet. It will be seen that epi- 
€miological evidence about depression both points to questions 
Š at require further investigation and can also contribute to the 
€solution of theoretical issues about the causation of depression 
re Chapter 6). Genetics and biochemistry will be considered in 
er less detail although they are both essential to providing a 


co ó t 
mplete picture of depression. 


Epidemiology 
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concerned with diseases or related conditions rather than with such 
things as voting patterns or attitudes to immigration. A brief, 
readable and straightforward guide to epidemiology has been 
provided by Rose and Barker (1979). Anyone looking for a fuller 
account of the principles of epidemiology than can be offered here 
would be well advised to start with this admirable little book. 
Epidemiologists usually deal in ‘rates’ which express the 
frequency of occurrence of a particular state or event as a function 
of the population at risk for this state or event. Thus the birth rate of 
13.48 per 1000 in 1980 for the UK represents the proportion of live 
births in that year as a function of the total population. It should also 
be noted that rates typically apply fora period of time (although this 


need not always be the case) and the birth rate just cited refers to the 
period of a year. 


gives the proportion 
r unit length of time 
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y require the study of 
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was apparently designed to ask if respondents had experienced the 
critical symptoms in the past, it failed to detect many such cases with 
a single administration. Another limitation of point prevalence, 
Particularly in relation to some conditions, is that it is sensitive to 
short-term fluctuations in prevalence. 

As explained above, incidence rates are often fairly low and 
always less than the prevalence. An important point to note is that 
in conditions that tend to run a long, chronic course, like some of 
the major psychiatric disorders, a relatively low incidence can 
Slowly accumulate a large number of cases and so result in an 
appreciable prevalence. There are a number of problems surround- 
ing the collection of epidemiological data and their interpretation. 
These are outlined by Rose and Barker (1979). Many of these 
become quite obvious given a little thought and a basic knowledge 
Of the principles of experimental design. Only two will receive any 
further attention here. 

t One of the problems that arises concerns the definition of the 
Population at risk’ and one of the commonest errors in attempting 
to utilize epidemiological data lies in confusing the nature of the 
Population involved. Rates can be given for the population as a 
Whole and these are known as ‘crude rates’. Often it is more 
ppropriate and sensible to subdivide the population. Thus it can be 
less informative in predicting, say, the likely need for maternity 

eds to give the birth rates as the figure per 1000 of the population as 
$ Whole rather than as the figure per 1000 women witan. 
a Tange related to the childbearing years. Other conditi 
oH cer of the prostate or of the uterus, have even less mean 

Pressed as rates for the population as a whole. Paot 

A crucial issue in epidemiology concerns the definition of a ‘case’. 
aii Population is being surveyed to determine the prevalence of 

mething like depression then there is a need to have some reliable 
means of determining just who has depression and who does not. 

deally such a study may wish to cast its net wide enough to include 
all those who might be considered as haying a clinically significant 
gree of depression, but not so all-inclusive as to register those 
© are just experiencing the kinds of mood fluctuation that might 
es Considered part of everyday normal life. Various fairly reliable 
k fans of identifying the major psychiatric disorders have now been 
Stablished, such as the Present State Examination (Wing et al., 
4) and the Research Diagnostic Criteria (Spitzer et al., 1978). 

Sving widely agreed criteria makes things easier, but clearly the 

tes obtained in any epidemiological study will be appreciably 
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influenced by the kind of criteria that are used. This is especially so 
with psychiatric disorders where there is considerable scope for 
disagreement as to what are the right criteria to use. 


Epidemiology of depression 


Several authorities have discussed the epidemiology of depression 
in some detail (e.g. Boyd and Wiessman, 1982; Slater and Roth, 
1973). For the major depressive disorders Boyd and Weissman 
(1982) cite a number of studies which offer estimates of the point 
prevalence rates. These give a median value of around 2 to 3 per 
cent for men and 4 to 5 per cent for women, although including 
milder depressions could increase these figures considerably. 
Estimated incidence rates are of the order of 100 per 100,000 per 


year for men, with the corresponding figures for women being more 
than twice as high. 
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The sex ratio. As already noted, there is an excess of females over 
males in almost all epidemiological studies that have attempted to 
look at rates for the two sexes separately. It has also been suggested 
that there may be certain biases that could produce a spurious 
excess of women psychiatric patients. For example, doctors (who 
More often than not tend to be male) may be more prone to detect 
depression in their female patients. Conversely depression is more 
likely to go undetected in men. Another possibility is that women 
are More ready to go to the doctor when they feel distress and to 
admit to having disordered feelings. The plausibility of biases of this 
kind in the diagnosis of depression is increased when it is realized 
that many patients considered to have depression do not actually 
Complain of this as such when they present to the doctor. They may 
Complain of vague physical symptoms and it is then necessary for 
ae doctor to detect that the patient appears to be low in mood and 

en to elicit the signs and symptoms by further questioning. It is for 
this reason that people who are quite markedly depressed may 
DEEE from a consultation with a prescription for, say, something 
© deal with their indigestion, and with their mood state overlooked 
Or merely seen as the consequence of physical discomfort rather 

an its real cause. 
4 A number of studies have aimed to get at l l 
verse sex ratio for women is merely an artifact of presentation 
Patterns of diagnostic biases (e.g. Byrne, 1981; Weissman ae 
german, 1977). Byrne argued that if there is a bias in recognition or 
‘agnosis then the sex difference should disappear if an objective 
gue Standard method of detecting depression is applied toarandom 
ample of the population. Furthermore if the sex difference results 
chee men emphasizing physical symptoms rather ae Ree 
nges, then asking separately about physical and psychologica 


“atures would enable this effect to be revealed. i 
yrne (1981) studied a population sample from the city of 
anberra in Australia, Each case completed the Zung (1965) scale 
3 dardized self-rating 
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Klerman (1977) similarly failed to find evidence of biasing effects in 
the diagnosis of depression that would artificially increase the rate 
en. í 

SEN ai seems likely that the higher risk of depression in women is 
not the consequence of artifacts of the kind just encountered. This 
does not mean that women are necessarily more prone to depres- 
sion than men because of something inherent in their biological 
make-up, although this does remain a possibility. It could be that 
women have no greater inbuilt tendency to depression than men but 
that they are more likely to encounter the kinds of adverse social 
circumstances that can precipitate or even cause depression (see 
Chapter 7 for a discussion of the effects of adverse events on 
depression). 

Suicide. This is a phenomenon that will not be discussed in any 
detail but needs to be mentioned because of its association with 
depression (see also Hankoff, 1982). In Britain about ten people 


per 100,000 commit suicide each year. It is related to depression in 


that there is a higher risk of suicide in people with depression and 
that retrospective studies su 


ggest that many who commit suicide are 
depressed at the time. 


In discussing suicide it is i 
suicide, where there is a de 
individual to take his own li 
known as ‘parasuicide’. Att 


mportant to distinguish between true 
finite and determined attempt by the 
fe, and attempted suicide, sometimes 
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with i i 7 

ee reesing age and higher socioeconomic status. The reverse is 

Bod Sey e eS In Britain in recent years there has been 

iod meee e true suicide rate has declined whilst that for 

flies as ce ici es has increased. The case for regarding these two 
parate is therefore quite strong. 


Genetics 


There j 
possible od agreement amongst those who have looked for 
Benene en factors in depression that there is some form of 
1982; E E (see reviews by Nurnberger and Gershon, 
the relatives = eat 1973; Zerbin-Rudin, 1979). It is clear that 
ecoming ae those that suffer depression have an increased risk of 
closeness of a eae themselves and that this risk increases with the 
Not of cour e relationship. That depression runs in families does 
experience RAY a genetic transmission. It could be that the 
aS a predi 9 Iving in contact with someone who is depressed acts 
transmit Sposition to depression. In other words, families can 
Create psychological effects by means of the environments they 
as well as through their genes. 


In o; 
More Aas to show a genetic link it i 
Pecific data. If there is a genetic link then monozygotic 


Cidenticap 

ear ) twins who have a common genetic endowment should , 

i high concordance for depression and much higher than 
like genetically than 


eye o 4; 
r Re nN fraternal twins who are no mo! alil 
Genk lings. All seven of the twin studies cited by Nurnberger 
Onozy on (1982) found a higher concordance for depression 1n 
ne Baue than dizygotic twins. 
Onozygo Snags with the twin dat 
cing fro tic twins was far from per 
m 33 per cent to 93 per cent): 


Conc 

ord : y 

a geneti ance rates for monozygotic twin t 
€ basis as long as it is acknowledged that heredity is not the 


e 
on of depression. It can also be argued that identical twins, 
tw, Ok alike, are more likely to be treated similarly than dizygotic 
iblings. This 


Win 
Bethe are typically no more similar than other si 
Could t ae environmental influences operating through the family 
e eu reo in a greater concordance for monozygotic twins. 
» but s thing would be to study twins reared apart froman early 
arise i ch cases are difficult to find. Other technical difficulties 
n research using twins. For example, multiple births are 


s necessary tO look at much 


a are that the concordance for 
fect in most studies (the range 
However, less than perfect 
s are quite compatible with 
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an single births and any damage is unlikely to 
see ee a ae could mean that twins are not quite 
as is usually assumed. . 
PAE tie ae which has become more popular am 
recent years is to look at children adopted early in life. Ifa failin 
characteristic, like a tendency to become depressed, is passed on 7 
environmental influences then an adopted child would be are 
likely to develop depression if one or both of the adoptive parents i 
susceptible to depression. If the transmission is truly genetic then 
depression in the adopted child will be more rel 
the natural parents. 

Mendlewicz and Rainer (1977) looked at the adoptive and 
natural parents of twenty-nine adoptees who had suffered bipolar 
affective disorders and who had been adopted before the age of 1 
year. In comparing the biological and adoptive parents there was no 
difference in the frequency of psychiatric disorder other than 
affective disorder. However 31 per cent of the biological parents 
had experienced affective disorder as opposed to only 12 percent of 
the adoptive parents. This is evidence in favour of genetic trans- 
mission but, as Zerbin-Rudin (1979) points out, 12 percent is still a 
rather high figure for the adoptive parents. This suggests that the 
mode of transmission from Parent to child may not be solely 

` genetic. 

In another adoption study, Cadoret (1978) looked at biological 


Parents with affective disorder whose children had been adopted. 
Of eight such children, 


illnesses. In the case of ad. 


had either a non-affective Psychiatric disorder or no psychiatric 
disorder at all, only eight 


| from a total sample of 118 developed an 
affective disorder, This a 
influence but the 


ated to depression in 


Epidemiology, Genetics and Biochemistry 49 


as against the controls. There was no clear effect for males. There 
was also no appreciable degree of concordance between the 
Particular disorder found in the biological parents and that found in 
their children. This is not so surprising in view of the two conditions 
that were selected for examination, since others have claimed a 
genetic relationship between depression and alcoholism (see 
Winokur er al., 1969). If this is true, then one would expect a low 
degree of association between the same disorder across two 
generations, because the same genotype can be expressed either as 
depression or alcoholism and there will not be a unique association 
between the same disorder across two generations. 

Von Knorring et al. (1983) interpret their data as showing some 
degree of genetic determination, but the genetic effect is small and 
Much less than that suggested by Mendlewicz and Rainer (1977). 
The fact that adoptive parents had a high level of psychiatric 
Morbidity indicates a familial relationship mediated by non-genetic 
means, However, they also raise the important methodological 
Point that the direction of this transmission is not clear. It is 
tempting to assume that the relationship must occur because 
abnormal parents induce abnormal behaviour in the children that 
they rear. This is not necessarily so and it could be that having an 
abnormal child induces psychological problems in the parents. 
Alternatively, some form of interactive process might be involved 
With a combination of vulnerable parents and a vulnerable child 
acting to the detriment of both. i 

When all is considered there does appear to be some degree of 
genetic transmission in depression. It must equally be acknow- 
ledged that depression is by no means wholly determined by genetic 
actors, since the genetic data are not strong enough to suggest that 
Other processes are of only minor importance. Having got this far, 
two questions remain. These concern the nature of the specified 
8€netic mechanism involved and the possible relationship between 


_8enetic and other factors. 
on One time, specific genetic 
R rders. For example, it t 
ae psychosis’ (i.e. bipolar disor 
somal dominant gene. The more re 
y authorities such as Nurnberger and Gershon (1982) or Zerbin- 
udin (1979), is difficult to match with any particular model. 
ith regard to the possible relationship between genetic and 
. genetic factors, it is possible to enquire about the relative 
Portance of genetic influences. In practice it is extremely difficult 


models were canvassed for affective 
has been suggested that ‘manic- 
der) was transmitted by an 
cent evidence, as reviewed 


50. Investigating Abnormal Behaviour 


to quantify the contribution made by hereditary as opposed to other 
forms of influence, as the debate concerning the extent to which 
variations in intelligence can be ascribed to heredity has shown. 
Even if a figure could sensibly be given, it would be specific to the 
particular population from which it was derived and any general 
environmental changes affecting that population could invalidate 
the figure. In any case, to search for such a figure assumes that 
genetic and other influences that might affect the incidence of 
depression operate in a simple additive manner and this assumption 
may well prove to be unjustified. All that can safely be concluded 
for the moment is that genetic influences are likely to be partially, 
but far from totally responsible. 

It is possible to look at the relationship between genetic and other 
factors in another way. It is possible that in producing depression 
the right kind of genetic endowment is a necessary but not sufficient 
condition. In other words, people can only develop depression if 
they possess a certain kind of genetic endowment but other 
influences are also required before depression becomes manifest. 
Alternatively, the right set of genes may be a sufficient but not 4 
necessary condition. Here it is assumed that depression can be 
inherited, and in such Cases its occurrence is largely or wholly 
determined by heredity; however, depression can also be produced 
by other causal mechanisms and these other mechanisms operate 1n 
es. The data obtained so far do not allow 
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There is considerable literature on the biochemistry of depression. 
This is an extremely complex field and only a brief summary of the 
Most prominent current models can be offered. As a preliminary 
point it should be noted that if it is accepted that there is any genetic 
influence on depression, of whatever kind, then this can only act by 
biochemical means. Thus looking for biochemical abnormalities is a 
Corollary of investigating genetic influences. The reverse is of 
Course not true. Biochemical abnormalities can occur without 
Necessarily being produced by genetic means. Finally, it should be 
Noted that biochemical research is intertwined with the pharma- 
Cological treatment of depression. Establishing biochemical 
abnormalities provides a possible rationale for drug treatment. 
Tugs known to have an antidepressant effect can also give clues as 
to the biochemistry of depression. 7 
Research into the biochemistry of psychiatric disorders is beset 
with a number of difficult methodological problems. The bio- 
chemical reactions that go on within the brain are very complex, 
‘volving long chains of chemical reactions. Not only can these 
chains interact with one another but it is not equally easy to look at 
ne many different stages within a long chain of reactions. The fact 
at a metabolite detected in urine or cerebrospinal fluid is lowered 
gould be due to a breakdown in the system at a number of different 
Points, i 
_Gibbons (1968), in a review of the biochemistry of affective 
'Sorder, outlines three then-current areas of work. Firstly 
“drenocortical activity appears to be raised in a proportion of 
€pressed patients, as revealed by raised corticosteroid secretion. 
“cording to Gibbons, this change is most likely to be the 
Consequence rather than the cause of depression. Secondly, whilst 
Pasma and cerebrospinal fluid concentrations of sodium and 
Potassium are usually normal in depression, changes have been 
Ound in the total body content of water OF electrolytes or in their 
'Stribution within the body (e.g. an increase in intracellular water 
a decrease in extracellular water accompanied by a shift of 
um from one to the other). Again there is some good 
©xPerimental support for these findings but it is not clear that 
Tages of this type are not merely the consequence of depression. 
© final area identified by Gibbons (1968) is work based on the 
n pothesis that depression might be due to a decreased concent- 
ton of monoamines at receptor sites in the brain. The three 
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monoamines found in the brain are dopamine (DA), noradrenaline 
(NA) and 5-hydroxytryptamine (SHT). The evidence implicating 
monoamines was derived by analogy from investigations On 
animals. 

Approximately a decade and a half after Gibbons’s review the 
field is largely dominated by the amine hypothesis or particular 
variants of it (Eccleston, 1982; Zis and Goodwin, 1982), although 
there has been a resurgence of interest in neuroendocrinological 
changes (Sachar, 1982). There are several lines of evidence that 
point to the involvement of amines in depression (Eccleston, 1982; 
Zis and Goodwin, 1982). The use of reserpine in the treatment of 
hypertension produced depressive disorders in a number of 
patients, and reserpine is a drug that depletes amines in the brain. 
Analysis of the cerebrospinal fluid of depressed patients has shown 
low levels of a metabolite of SHT, which is one of the three 
monoamines found in the brain. There is also a relationship 
between the effects of drugs on the catecholamine system 
nergic) and their effect on mood. Drugs 


Finally, it should b 4 
interest in the © noted that there has been a recent growth g 


neuroendocri à TS to 
the use of the a E of depression. This is related 
f 


biological marker fo asone suppression test as a possil 
T certain forms of depression, AdministratiO? 
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have shown that there is a rapid release from this depression, 
€specially in subjects with the more endogenous type of depression. 
This in turn implies overactivity of the hypothalamic-pituitary 
adrenal axis. 

Just why this should be so has not been elucidated. Carroll (1982) 
States that there is no evidence that this overactivity of the 
hypothalamic-pituitary adrenal axis is of any aetiological signific- 
ance. It may well be secondary to other things and Eccleston (1982) 
Suggests that this system is affected because a biogenic amine may 
Normally exert some inhibitory control over it. Carroll’s (1982) 
Suggestion is that it could be a consequence of abnormal limbic 
System functioning. 

Looking at the biochemical work as a whole, it does seem to be 
the case that certain biochemical changes can be identified in a 
reliable and repeatable way in some kinds of depressed patients. 
Whether any of the biochemical systems discussed here represents 
pte fundamental biochemical disturbance in depression, assuming 
that there is such a fundamental disturbance, has yet to be decided. 

he extent to which the phenomena are the cause or the conse- 
uence of depression is also still unknown. What does seem clear is 
that biochemical changes can produce depressive symptoms 1n 
Some Patients, e.g. those with myxoedema (hypothyroidism), but 
Y 's' does not mean that all depressions are biochemically deter- 
mined and that biochemical disturbances cannot also be the 
consequence of depression. Similarly the fact that drugs which can 
Influence appropriate biochemical systems, such as the tricyclic 
antidepressants, do have a therapeutic effect in depression is by no 
aans firm proof that the ultimate cause of depression is bio- 
chemical, Indeed the fact that these changes do not occur in all who 
Suffer depression suggests that even if biochemical factors do play 
Some causal role in depression, and it is quite possible that they 
May, then they do not provide the whole story- 


P 
Narmacology and physical treatments 


S Would be quite logical to follow a discussion of the biochemistry of 
“Pression with some account of its pharmacology. Asit Pappan 
© general issue of treatment and its evaluation will be taken "p in 

apter 8 and those that follow, using disorders other t is 

ee Pression to illustrate the main issues. In this very brief ae i i 

ended to give the barest outline of pharmacological and physic 
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treatments of depression for the sake of completeness. Psycho- 


logical work leading on to psychological forms of treatment of 
depression will be covered in Chapter 6. 


Discussions of the various forms of 
can be found in Paykel (1982). The 
antidepressant drugs are the 
Amytriptyline) and the monoa 
Phenelzine), both of which affec 
general the tricyclics are usually 
because they do not share the pot 
the monoamine oxidase inhibit 
especially for patients with bipo 
have a prophylactic effect and 


treatment used for depression 
two most effective groups of 
tricyclic antidepressants (e.g. 
mine oxidase inhibitors (e.g. 
t the catecholamine system. In 
used as the drugs of first choice 
entially dangerous side effects of 
ors. Lithium salts are also used 
lar disorders. Lithium appears to 


is therefore used in people with 
repeated bouts of affective disturbance. Its main problem is that the 


therapeutic dose is quite close to the toxic dose and so the use of this 
drug requires careful monitoring. 


Another major medical treatm 


5 Deficitand Assessment 


This chapter deals with two major issues which are not necessarily 
closely interlinked but which are put together for organizational 
Convenience. A prominent concern in abnormal psychology has 
been the presence of ‘psychological deficit’, which can be defined as 
a decrement in psychological functioning, usually as assessed by 
intellectual or laboratory tasks, as a result of a particular clinical 
disorder, Present-day research in abnormal psychology, at least as 
far as the functional disorders are concerned, is much less con- 
cerned with the question of deficit than it used to be. Nevertheless 
the issue is still an important one. 

The second topic to be covered in this chapte 
assessment. There is a need for instruments that will identify a 
disorder like depression and which will measure the degree to which 
Subjects possess this attribute. Severity may well be a significant 
Variable when looking at the psychological changes produced by the 
disorder, It is also of considerable importance in evaluation 
treatments. Trials of different types of therapeutic regimen pre- 
Suppose the ability to measure change in the degree of depression, 
evel of paranoia, strength of phobia, etc. 


r is that of 


p i 
SYchological deficit in depression 


p looking at psychological deficit, interest will be confined ig bie 
fe tellectual functioning and performance on the types of tas 
en studied in the laboratories of experimen 


Seyis i depression 
í an area of research into dep 
iti in which the depressed person 


~nstrues himself and the world and what attributions he makes. 
me example, it has often been claimed that when the depressed 
3 Tson experiences failure he is more likely than a ‘normal’ person 
See this as a consequence of his own inadequacies rather than as 
© Operation of events outside his control. Thus if he fails to obtain 
19b that he has applied for then this is attributed to his own 
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worthlessness rather than the presence of a large number of other 
similarly qualified candidates. This latter area of research has strong 
links with some of the major psychological theories of depression 
and will therefore be covered in the next chapter. 

As in many of the previous discussions, it is helpful to look at the 
methodological problems first. In doing so, it is simplest to stick to a 
single example from within the range of variables that might be 
investigated. The example taken here will be the problem of trying 
to establish that a clinical condition such as depression results in a 
decline in IQ as measured by one of the standard 
such as the Wechsler Adult Intelligence Scale. 


The easiest way to prove a drop in IQ is to apply an intelligence 
test to a well-defined group of depressed subjects and to see if their 
mean IQ is less than the population mean of 100. Not all measures 
that might be of interest come with established population norms 
like the major intelligence tests. In any Case these population norms 


may not be entirely appropriate since there could be biases in the 


population from which the experimental subjects are drawn. The 


intelligence tests 


could involve testing a v 


e subjects who did not develop 4 
be retested after a similar interv 


to act as controls for such things as the effects of ageing and 0%. 


practice effects on the measures. 
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Given the obvious practical difficulties, it is not surprising that 
Studies of this kind are not attempted. On the other hand, it is 
sometimes possible to capitalize on the fact that an investigator can 
sometimes find samples of subjects who have been tested previously 
for some other reason. Children in some school systems and 
Hacc’ to the armed services may be routinely given tests of 
dj igence and other abilities. Those later developing psychiatric 
ee can then be retested together with suitable controls drawn 
een same initial sample. This also presupposes that the 
is igator can gain access to the previous test data and that the 
ee testing was done long enough before the onset of psy- 
Pa cis disorder to have been uncontaminated by it. Given the 
Bina onset of some disorders the latter complication may be 
ind h to exclude with complete conviction. Some studies of this 
ofd AVE, been reported in relation to schizophrenia with evidence 

ecline in some, but not all instances (see Payne, 1973). 
ae less satisfactory strategy that is easier to use in practice is to test 
ponies when they are depressed or schizophrenic and then to 
ty, st them after they have recovered. Again, controls who can be 
ested after a similar interval are necessary to take factors like 
Petice effects into account. This assumes that any deficit is 
oa pea reversible. Since some disorders can run a chronic 
of ue often with fluctuations in severity, there is also the problem 
€ciding which subjects have recovered. 
Aare has also been a tradition of trying to measure intellectual 
ae indirectly. It has been found that in ageing and in certain 
Cea of brain pathology there is a tendency for performance on 
A in intellectually related tests to decline toa relatively large 
Se whilst performance on others remains relatively static. For 
mple, many vocabulary tests and certain subtests of the 
ee Adult Intelligence Scale hold up fairly well. These can be 
a to estimate premorbid IQ. Present IQ can then be assessed in 
ms of tests that are more susceptible to decline and the difference 
“teen the two is then assumed to reflect the extent of intellectual 

“terioration, 

supeig argument behind the use 0 
assy tally attractive but the met 
mptions. These assumptions have 
- Miller (1977; 1980) and they turn ou 
Teady approximations to the real 
Ssary to assume that in the premor 
Ssed by the two different types oF sets 0 


f indirect measures of decline is 
hod depends upon certain 
been examined in detail by 
t to be, at best, only rough 
world. For example, it is 
bid state subjects’ IQs as 
f tests would have been 


Nece; 
aSse. 
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equal. This is often not the case. When the method is extended, as it 
has been, to measuring decline in the functional psychiatric 
disorders like schizophrenia, there is also the further gratuitous 
assumption that the pattern of decline will necessarily mimic that 
occurring in ageing or certain kinds of brain damage. This has yet to 
be shown. For this reason the use of indirect methods should be 
regarded as highly suspect. 

A final problem lies in the fact that performance on a particular 
measure may decline for a number of reasons. Even if it could be 
unequivocally demonstrated that measured IQ deteriorates as a 
result of depression then this is far from being proof that depression 
has a deleterious effect on intellectual functioning. It could be that 
performance declined as a result of lowered motivation or the fact 
that the subjects were so preoccupied with their gloomy thoughts 
that they could not attend adequately to the task in hand, or for a 
number of other reasons. Ruling out these alternative explanations, 
which certainly do have a degree of plausibility in the case of a 
condition like depression, may not be impossible, but it is certainly 
very difficult. It is possible that even admitting a patient to a hospital 
may be a disturbing enough experience to have an effect on- 
intellectual performance and treatments such as drugs or electro- 


convulsive therapy can certainly have at least a temporary effect on 
performance. 


General intellectual functions 


In general the possibilit: 
disorders has not attr. 


developed a psychiatric disorder. The premorbid mean IQ of thos® 
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who later developed manic-depressive disorder is above that of 
Mason’s normal controls. Putting these two pieces of information 
together does suggest the possibility of some intellectual deterior- 
ation but, as W. R. Miller (1975) points out, the argument is rather 
tenuous. The tests used were different and the samples may not 
have been comparable in other ways. There is also some more 
recent evidence that the mean IQs of groups of patients whilst 
depressed can be on the upper side of average (Donnelly et al., 
1982), 

Investigators using indirect methods of measuring deterioration 
have also claimed to find evidence of intellectual impairment in 
depression. M. B. Shapiro and Nelson (1955) employed the 
Babcock-Levy Test, which is based on the principle that a vocabu- 
ary test can give an indication of premorbid intelligence and that 
Other types of test can indicate the present level. On this test,» 
Manic-depressive patients exhibited significant impairment. The 
logic of using indirect methods, exemplified on this occasion by 

‘abcock-Levy, has already been questioned and evidence of the 
kind provided by Shapiro and Nelson can no longer be regarded as 
carrying any conviction. 

Better evidence is provided by test-retest studies. Although there 

ave been reports like that of Mason (1956) of the premorbid IQs of 
People who later became depressed, no investigators with access to 
Premorbid test results appear to have managed to compare these 
With Performance on similar tests when the subjects had actually 
come depressed. What has been done is to compare results from 
pebicssed samples with test findings after the subjects had 

Covered. Davidson (1939), with a gap of about six months 

StWeen testing when depressed and retesting when recovered, 
und a gain of around one year in mental age on the Binet scale in 
p anic-depressives. As already indicated, Donnelly et al. (1982) 
Ound that depressed subjects, tested whilst they were off all drugs, 
ada mean IQ that was a little above normal on the Wechsler Adult 
eee gence Scale. When in remission the mean IQs were ee 
et. increased by a few IQ points. Neither Davidson nee 
ree, had control groups but the latter rightly point out that ¢ 
arch with the same test indicates that the observed gains are 
ee in line with those expected as a result of ana nS on 
a a Sting Over a similar interval. Suitable evidence on whic to i 
ae judgement about Davidson’s (1939) findings is ene 
lar able. However, test-retest gains due to practice can q 
&e on some tests and so practice effects must be considered as 
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being at least a possible explanation for the whole of the observed 
improvement on the Binet test. 


Neuropsychological tests 


There has been a recent fashion for taking neuropsychological tests, 
or test batteries, and applying them to patients with functional 
psychiatric disorders. These are tests particularly devised to be 
sensitive to changes produced by damage to or organic disease of 
the brain. This work has recently been reviewed by Goldstein 
(1984). Just why this kind of exercise has become so popular is 
difficult to discern since the underlying reasoning is not above 
criticism. 

In general there has been some tendency for subjects with 
depression to give mean scores below what would otherwise be 
expected on the basis of normative data when batteries of neuro- 
psychological tests are administered (e.g. Rush et al., 1983): 
Although low scores are obtained they are not as low as those 
derived from groups of subjects with known brain damage (Heaton 
coe a A variety of different explanations for such 
ks e pani £ and there is no need to invoke an explanation 

g the lines that affective disorders are associated with a mild 


brain dysfunction of the kind encountered in patients with neuro- 
logical disease. 


What has aroused some interest is a fairly well replicated finding 
that subjects with depression do worst on those neuropsychological 
tests most Sensitive to damage in the non-dominant (usually right) 
hemisphere of the brain (e.g. Fromm and Schopflocher, 1984; 
Goldstein et al., 1977; Taylor et al., 1981). There is similar evidence 
that subjects with schizophrenia may be likely to do relatively badly 
on tests associated with dominant, or left hemisphere damage (se& 
Goldstein, 1984). Whilst such findings could be of interest i? 
themselves as indications of the kinds of cognitive malfunctioning 
likely to result from the two conditions, there is. of course 4 
temptation to go beyond this and draw assumptions for the 
pathological base of the functional psychoses. Thus schizophrenia is 
linked to an alleged left hemisphere disturbance and depression tO 
right hemisphere malfunctioning. 

Although such conclusions are tempting, they are not entirely 
justified by the data. Similar kinds of evidence have also been Use 
to suggest that one hemisphere of the brain might be more affecte 
than the other in normal ageing (Goldstein and Shelly, 1981): 


wall 
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ne and Parkinson’s disease (Bentin et al., 1981). E. Miller 
maA re argued that alternative explanations are possible and, 
eto E E T at least, may be more likely. Because 
aon e right hemisphere produces a deficit on certain kinds 
hat a those with a visuospatial component), it does not 
hemispher S who do relatively poorly on such tests have right 
KERIA as rain damage. For example, it could be that depressed 
eter tion ence! motivated or have difficulties in sustaining 
larly R i that alleged ‘right hemisphere tests’ are also particu- 
given the e to distorted results for these other reasons. Similarly, 
REA Ena between schizophrenia and various. verbally 
stitprisins rite es (e.g. „thought disorder), it is possibly not 
dependent i A schizophrenics do not do well on the heavily verbally 

i ett hemisphere tests. For this reason the performance of 
interest ae on neuropsychological tests may not be of great 
Psycholo S where the tests themselves are related to specific 
correlat gica functions and not just measures that hàppen to 

e with different types of brain damage. 
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because some patients whose subsequent history and response to 
treatment clearly suggests that they may have been depressed may 
be erroneously regarded as being demented because they actually 
perform as badly as demented subjects on these tests. This is now 
often referred to as the problem of ‘depressive pseudo-dementia’. 
As far as present purposes are concerned, the important lesson that 
can be drawn from this work is that depression can result in lowered 
performance on tests of learning and memory (see also McAllister, 
1981). , : 7 
A further question that can be asked is what characterizes this 
apparent memory impairment? One set of authors who have 
reported a small series of studies relating to this point is Henry et al. 
(1973). They gave various tests of learning/memory to subjects with 
bipolar disorders (in both the hypomanic and depressive phases) 
and to subjects with unipolar disorders. All subjects were then 
retested after improvement in their clinical condition had taken 
place. One of the tests used involved serial learning whereby a list of 
eight words was read out to the subject who had to give an 
immediate recall of the words in the same order as they were 
presented. A total of six consecutive trials was given with each list. 
The number of words correctly recalled from the first present- 
ation of each list did not increase significantly on retesting after 
clinical improvement as far as the depressed groups were con- 
cerned. There was an improvement in the number of words recalled 
from trials 2 to 6. Henry etal. then related the recall on the first trial 
to short-term memory and that from the later trials to long-term 


Abi OTY, and Suggested that depressed subjects had an impaired 
ability to t 
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In general there has not been much interest in examining the 
alleged memory impairments occurring in depression in terms of 
the kinds of models of memory formulated by experimental 
Psychologists, e.g. the levels of processing model following Craik 
and Lockhart (1972) or the Baddeley and Hitch (1974) working 
Memory model. In contrast there has been some interest in looking 
at memory for different types of material and a good example of 
Such a Study is provided by Lishman (1972a; 1972b). Subjects were 
Presented with a list of eighteen topics such as ‘the countryside’ and 
atomic warfare’, These were then rated on a semantic differential 
(Osgood etal., 1957) to indicate the subjects’ feelings about each of 
these topics. Two weeks later, subjects were asked to recall as many 
Of these topics as they could. There was a general tendency for 
Normal Subjects as well as depressed patients who had recovered to 
recall many more of the topics rated as having a positive hedonic 
‘one, This trend was very much reduced in subjects who were 
“Pressed. As well as this the investigation confirmed previous 
Work in Showing that depressed subjects also recalled fewer topics. 
N a further study of recognition memory, Dunbar and Lishman 
(1984) found that depressed subjects recognized unpleasant 
materia] better and pleasant material less well than controls. The 
veral] recognition level for both groups was the same. 4 
©mparable results have been obtained by others. Clark ae 
Easdale (1982) tested depressed patients who exhibited a marke 
turna] Variation in mood. Subjects were each tested twice, on 


ren sions when their mood was relatively high and oe ee 
lis tively low. The test consisted in presenting the subj RTA 
fro (o twenty words and requiring them to retrieve x e pe ee 
Memory relating to each of the words. Subjects snow £ 


re 
Ing a ; ha memories : 
When greater proportion of unhappy er ories fonnedva 


8 they were less depressed, unhappy met 
ie? Proportion of Eeo Work of this kind P 
S that long-term recall in depressed paight A N not 
Surp, -Y€ connotations of the material, with depressed su cane 
de Prisingly, being more likely to recall material with g oa 
Clar Essiye connotations. In passing, itis also worth yaa mit 
foung ind Teasdale (1982) experiment is a little Winslet ts 
treg, “fects attributable to diurnal variation. Despite takes of 
the ey Claiming that they are more depressed pete fs to gain 
bjec(€-8- in the morning), investigations Te Ond 
tive Confirmation of this pattern have often faile 
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diurnal changes (e.g. Williams, 1975). 

Again it can be questioned whether the poor performance of 
depressed subjects on measures of learning and/or memory is really 
due to a disturbance in these functions or to some other more 
general cause such as lowered motivation. Miller and Lewis (1977) 
specifically addressed this issue. They suggested that subjects with 
depression might do badly on memory tests because they adopted a 
very conservative response strategy. Thus in a situation where 
subjects are asked to recall words presented previously, those with 
depression might be less willing than normal subjects to produce 
responses when they were not completely sure of the correctness Of 
the response. In other words, they would get fewer correct by 
refusing to guess when there is a good chance that the guess will be 
correct. Miller and Lewis examined this possibility by using 4 
recognition test that could be subjected to a signal detection 
analysis which permits the ability to discriminate or recognize 
previously presented stimuli to be distinguished from biases of the 
kind hypothesized. The results Suggested that the depressed grouP 
did not differ significantly from the controls in terms of ‘pure’ 
memory, whereas the depressed subjects clearly operated a much 
more conservative response Strategy (as if they were unwilling tO 
indicate what they recognized as a stimulus until they wet 
absolutely certain). A third group with dementia did give results 
Suggesting a marked impairment of memory which goes some WAY 
to contradict the possible criticism that the depressed grouP 
performed similarly to the normal controls on the measure of pure 
memory simply because this test was not sensitive enough to reveal 
differences. 

Cohen er al. (1982) attempted to look at the effect of motivatio" 
on memory performance. They required subjects to squeeze a bul 
linked to a dynamometer to maintain 80 per cent of their maximu™ 
grip for as long as possible. They also used a memory test derive 
from the procedure used by Peterson and Peterson (1959). The 
results showed that depressed subjects were less willing to make an 
effort on the dynamometer task than normal controls and that the 
more depressed these subjects were the less willing they were 
make an effort. There was also a correlation between their measur’ 
of effort and performance on the Memory test. Thus it seems thë 
motivational factors might at least partially explain the pod 
learning/memory in depressed subjects. ; 

Further evidence that apparent deficits in learning and memory!” 
depressed subjects are really a side effect due to other changes ha 


p> 
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come from Lang and Frith (1981). They looked at learning and 
reminiscence on the pursuit rotor using depressed subjects and 
carefully matched normal controls. Although the depressed group 
performed at a consistently lower level than the controls, they did 
appear to show similar amounts of improvement both within and 
between sessions. Further analysis showed that the depressed 
subjects had a particular difficulty in following high-frequency 
movements, thus suggesting slowed motor reactivity. Thus the 
difficulty seems to lie in the execution of the skill rather than its 


acquisition or retention. 


Speed 


Psychomotor retardation is a well-established feature of depression 
in the classical clinical description. It is not therefore surprising that 
Many investigators have chosen to look at speed in depressed 
Subjects as revealed by a range of different tasks. An early study is 
that of M. B. Shapiro and Nelson (1955), who administered a range 
Of tests designed to assess both cognitive and motor speed to groups 
of female psychiatric patients and normal controls. In general the 
results showed that the clinical groups were slower than the controls 
and that the slower the patients were, the more severe their 
Psychiatric disorder. Even neurotics were slower than controls, 
though they were faster than those with more psychotic disorders. 
Of the latter, the acute schizophrenics were the least retarded and 
the chronic schizophrenics the slowest of all. Manic-depressives 
ame between the two schizophrenic groups. : 
he experiment illustrates certain general points. Firstly, slow- 
ness is to some extent a characteristic of all psychiatric pee 
hatever the task involved, investigators looking at speed o 
Performance almost invariably find depressed subjects to be 
Slowed, Finally, where depressives have been compared with 
Psychiatric subjects belonging to other diagnostic groups It Is one 
€ Case that they are not as slowed as schizophrenics. Hall an 
tride (1954) report just one other example of schizophrenics being 
i ne Tetarded than subjects with depression as assessed by reaction 


es. 


Since impaired speed is not a feature that is peculiar to 


“Pression, it is a little surprising that psychiatric textbook descrip- 
ete Particularly stress psychomotor retardation as a feature of 
“Pression. It could be that whilst the typical depressed patient is no 
Ore slowed than the typical schizophrenic, the range of variation 
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in the degree of slowing is much greater in depression. This could 
result in depression producing the most extreme, and therefore the 
most memorable, cases with the clinical descriptions then 
emphasizing the extreme features. It is also possible that there is 
some discrepancy between the kind of behaviour studied by 
psychologists and that observed by psychiatrists in clinical inter- 
views. Depressed patients could then be more retarded than most 
other groups with regard to behaviour that can be observed by 
psychiatrists. As far as the tendency for schizophrenics to be even 
slower is concerned, it is possible that it is largely the chronic rather 
than the acute schizophrenics who are slower than depressed 
subjects as indicated by M. B. Shaprio and Nelson (1955). Since the 
typical psychiatric descriptions stress the picture in the acute phase, 
this could again partly explain why retardation is alleged to be 
associated with depression rather than schizophrenia. 

Although it is well established that depressed patients are slow on 
almost every measure of speed that has been tried (see W. R- 
Miller, 1975), this is not an area of research that has attracted a 
great deal of attention in recent times. One type of slowing that has 
been looked at relatively recently is ‘speech pause time’ (SPT): 
Szabadi et al. (1976), got a small number of depressed and normal 
subjects to count from one to ten and looked at the SPTs which he 
defined as the time intervals between successive phonations. The 
depressed patients had longer SPTs than the controls but these 
improved with recovery. Szabadi et als depressed subjects were 
selected as showing little sign of psychomotor retardation and SP 
showed an effect whereas other measures of retardation (€-8: 
eure {ime and rating of the relevant item on the Hamilton 
eae Rating Scale) did not. Thus the authors suggest that 
a a as a sensitive indicator of retardation: 
_ Other investigators have subsequently looked at SPT in depres> 
ion (Greden and Carroll, 1980; CR e al., 1981). They used the 
same test as Szabadi et al., (i.e. the subject counting from one to ten 


confirmed that SPTs are indeed longe! 


1 n covery can be quite dramatic, with subje? 
reducing their SPTs by over 50 per cent (Green way Carroll, 


ail a ae | a 
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1980). These studies generally support the notion that SPT could be 
a useful measure of depression. 

Why should depressed patients be slow? One of the most 
attractive hypotheses to explain depressive slowing was put forward 
by Foulds (1952), who suggested that this is the result of over- 
attention to internal stimuli (prominent gloomy thoughts, etc.). 
Foulds put forward this hypothesis because he found that con- 
Currently doing a distracting task (with the subject repeating 
Numbers spoken by the experimenter as the experimenter counted 

» 2, 3, etc.) actually improved the speed with which depressed 
Subjects did the Porteus Maze Test. It was presumed that the 
distracting task took subjects’ attention away from the internal 
Stimuli. Foulds also showed that the improvement on testing with 
the accompaniment of the distraction task was not attributable to a 
Practice effect. M. B. Shapiro et al. (1958) also confirmed the 

€neficial effect of distraction in depressed subjects (although they 

id not confirm some other speculations by Foulds about the 
relationship between the distraction effect and the effect of ECT). 


Other Psychological impairments in depression 


The aspects of psychological functioning considered so far repre- 
sent only a few of the areas that have been examined in relation to 
“Pression. Nevertheless they illustrate the kinds of investigation 
that have been carried out and the difficulties that arise in trying to 
interpret the results. Some other aspects of functioning will a 
Mentioned much more briefly. A more extensive, but slightly 
Sut-of-date review is provided by W. R. Miller (1975). 
_ There have been studies that have looked at ated a Git, 
lage oPression, In more recent times these investigations a 
lookeg at dichotic listening tasks (e.g. Johnson and Corera = 

zawitz et al., 1979). Dichotic listening has been of in ae 
“cause it is possible to look for asymmetries a ee 
rer $£Ption of material presented to the two ears a be eae 
vated to theoretical ideas about possible an hi ats 
S € hemisphere, In general, studies like those cited do tee 
cme deviations from the normal pattern of ear asymme 


pen towards the kinds of pattern that would be S ER 
tha Sphere functioning were disturbed. AS with bet ie ie 
Patent pane topeychel oe alas o ace A a 

ent ` f perform ars 
With t Say shosy different panas aE s. Dichotic listening 1s 


he normal for a whole variety of reason 
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-a complex task and it demands very little ingenuity to think up 
alternative reasons for the findings. 

The use of language by depressed subjects has also been 
examined. Hinchliffe et al. (1971) looked at five-minute samples of 
speech from depressed subjects and controls (general surgical 
patients). The depressed subjects had lower rates of speech, made a 
greater number of personal references, used more negators (e.g. 
not and never) and more expressions of feeling. Andreasen and 
Pfohl (1976) carried out a linguistic analysis of speech samples taken 
from both depressed and manic subjects. In general they found that 
depressive speech was more vague and qualified as well as 
indicating considerable self-preoccupation. Both of these sets of 
investigators agree in showing that the speech of depressed subjects 
indicates considerable concern with the self, which is hardly an 
unexpected finding for anyone who has had contact with moder- 
ately to severely depressed psychiatric patients. 


Comment 


In discussing the material presented in his review, W. R. Miller 
(1975) reached a number of conclusions. Although a certain 
amount of work has been reported since, it does not appreciably 
affect the general picture and some of Miller’s conclusions beat 
Tepetition here. The first of these is that depressed subjects do 
generally perform less well than normal controls. This is an 
important conclusion because some authorities have suggested that 
depression, and even quite severe depression, is not associated with 
impaired performance in psychological functioning (e.g. Beck, 
1967; Yates, 1966). As W. R. Miller indicates, this appears to be 
because undue emphasis was given to a small number of rather 
atypical negative findings. 

A second conclusion is that there do not appear to be any deficits 
that are specific to depression. Where comparative data are 
available, groups with other forms of Psychopathology tend to be 
impaired on the same tasks. There are a number of possible 
explanations for this. One is that the different forms of psych” 
pathology all share a common element and it is this commo” 
element that leads to deficit. Whatever the reason, there does 1° 
appear to be anything unique about depression that is revealed bY 
this work. The possibility that different Sorts of clinical groups may 
exhibit similar impairments but for different reasons has an obviOUS 
attraction in a situation like this but lacks any firm supporting 
evidence. 


a 
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Pee sien is that little progress has been made towards 
with ERSE S of depressive deficit. Here the situation contrasts 
A Sto phrenia where there is an embarrassing profusion of 
Png and ae schizophrenic deficit (e.g. Buss and Lang, 1965; 
BE loci ues 1965; Neale and Oltmanns, 1980). Other than the 
indie ae theories of the causation of depression to be discussed 
been offer, a apter, only two explanations of deficit appear to have 
aa a . One is cognitive interference, whereby depressives 
ties and to perform badly because of the intrusion of distracting 
Pictoreand Heel aoan The other is in terms of motivational 
on ae ep assumed that depressives have either low motivation 
interferen ility to sustam motivation. Of these two, cognitive 
(1952) bile received some support from the work of Foulds 
asa Conse . B. Shapiro etal. (1958). Poor motivation can be seen 
be i of processes like learned helplessness which will 
ine in the next chapter. 
eficit th eral, as indicated earlier, 
effort me results from depression has wa 
these y s gone into building and testing mo 
na em of deficit. Instead psychological t 
concerned has developed on a broader front and has mainly been 
rather th with explaining the aetiology of the whole syndrome 
is ee the particular deficits that have been outlined above. 
e general theoretical approach belongs in the next chapter. 


interest in the psychological 
ned and little theoretical 
dels that might explain 
heorizing in relation to 


Me 
asi 
Urement' and assessment 


ssion it is essential to have 
be considered to have the 
many areas of research to 
the degree to which indi- 
tion. The basic principles 
ments are well illustrated 


In invest; 
some gu eating a problem like depre 
condi enS of identifying who cor 
ave an and also extremely useful in 
Utd) RoR en measure 
involy, ape the characteristic in ques 
Thee in devising and using such instrume 
a ppropuate work relating to depression. l 
norm ments to evaluate depression, or any other behavioural 
ind ae can be devised with a number of different problems in 
- These include the identification of cases that can legitimately 


e ; 
SO sidered to be depressed as opposed to those who can be 
N as normal or who have other types of psychopathology. 
determin such instruments have @ cut-off point (which can be 
ined by a simple score or by some combination of scores or 
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features) which determines whether an individual falls a Be 
category of ‘depression’ or not. Secondly, instruments may be u x 
to determine the degree to which the individual possesses the give : 
characteristic. The latter is not just a more sophisticated version 0: 
the former in that it treats the condition as a continuum rather than 
an all or none phenomenon. This is not necessarily the case in m 
conventional psychiatric nosology. For example, Endicott an 
Spitzer’s (1978) Research Diagnostic Criteria for primary affective 
disorder require the presence of a certain number of specified 
criteria not all of which will be present in all depressed subjects and 
there is no implication that subjects possessing all of the criteria are 
necessarily the most depressed. 

Scales may not only be required to indicate the degree of 
depression but to be sensitive to change in the level when applied on 
more than one occasion. Such instruments are of considerable 
importance when it is desired to detect change in the level of 
characteristic as a result of some experimental manipulation as in a 
trial of a treatment. 

Instruments that are valuable in one of these roles are not 
necessarily ideal in others. Fo: 
to indicate the presence or al 
high levels of reliability (in 
retest reliability) are desirabl 
high stabilit: 
the variable 
to apply a sc; 
in question 


bility which brings in its train high stability 
y to change may be counter-productive: 


y instrument or scale need to be carefully 


matched to the job that needs to be done. 


Another question wi 
whether the scale is bei 
of the syndrome as a 


In the case of a condition like depression the key feature, which is 
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mood, is a subjective experience and only directly accessible to the 
individual concerned. The observer can only infer the presence of a 
depressed mood in the subject from what the subject says or does. 
This leads to a split in scales of depression between those that 
Tequire an observer (typically a professional such as a psychiatrist or 
Psychologist) to rate the subject in some way and those that require 
the subject to rate himself. Advantages and disadvantages are 
attached to both these approaches. 

Self-rating scales (i.e. those filled in by the subject) do offer a 
more direct rating of subjective feelings such as the level of mood. 
On the other hand depressed patients may be so depressed by their 
gloomy thoughts that they find it difficult to concentrate adequately 
On any tasks that makes demands upon them. In addition the person 
Who is depressed may just not be aware of certain aspects of his 
behaviour in the way that an observer is. The agitated patient may 
not realize how agitated he is and the depressed patient with 
delusions may not rate his thought content as being in any way 
abnormal. Such features can be rated by the observer and observers 
can be trained to apply the criteria to be used in making judgements 
Ma fairly standard way. Inter-observer reliability can be calculated 
for observer-based scales but no comparable form of reliability can 

© obtained from self-rating scales. 

Whether observer-based ratings Or self-ratings are best depends 
Upon circumstances. As far as depression is concerned, the fact that 

€pressed subjects need not necessarily be aware of all the clinical 
atures of depression that they possess means that observer-based 
cales are generally best for identifying depression and measuring 
le degree to which the individual exhibits the features associated 
with the syndrome. Self-rating scales are better when attempting to 
Measure changes in mood but observer-based scales can be used in 


his context as well. 
™pirical research comparing t 
Observer-rated scales is confli 
tfwidsson et al., 1974; Prusoff et al., 1972) 
“Vour of observer-rated scales. On the ot 
(1982) found no difference. It is highly likely that the answer toa 
Westion like this will depend on such factors as the particular scales 
“Ing compared, the subject populations involved and the purpose 
Or which the AE are being used. It is probable that a sensible 
Seneral answer to this question cannot be given. 


he value of self-rated as opposed 
cting. There are studies (e.g. 
that have come down in 
her hand, Kearns et al. 
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Particular scales in common usage 


It is not intended to describe those techniques specifically devised 
for the classification of subjects as depressed or not. Most modern 
research tends to use such things as the DSM III criteria or the 
Spitzer et al. (1978) Research Diagnostic Criteria. These have been 
briefly dealt with in an earlier chapter (pages 00-00). Present 
discussion will centre on measures of the degree to which subjects 
can be considered depressed. 

The two most commonly used scales of depression are un- 
doubtedly the Beck Depression Inventory (Beck, 1961; 1967) and 
Hamilton’s (1960) rating scale. Both of these have been reasonably 
well developed from a psychometric point of view, have useful 
levels of reliability and a proven ability to discriminate between 
subjects with different degrees of depression (e.g. Kearns et al., 
1982). Their repeated successful use in clinical trials of anti- 
depressant treatments attests to their ability to detect change in 
levels of depression at least to a degree of sensitivity that is required 
for the typical clinical trial. 

The Beck Depression Inventory considers depression under 
twenty-one different headings (e.g. sadness, guilt, insomnia and 
loss of appetite). Under each heading are four or more statements 
scored on a four-point scale (0, 1, 2 or 3) which relate to the 
characteristic concerned. It is a self-rating scale in that the subject is 
asked to select, for each heading, the particular statement that most 
corresponds to his state. It is, however, tester-assisted in that the 
tester 1S encouraged to read the statements to the subject rather 
than just relying on him to read them for himself. 

The Hamilton Rating Scale for Depression (HRSD) is a^ 
observer-rated Scale in that the observer rates each of twenty-one 
items on a scale covering either three or five points (this varies from 
item to item). Both the BDI and the HRSD deal with both the 
Subjective and somatic symptoms of depression. They have bee? 
criticized in that neither of them deal with anxiety which can also be 
a prominent feature of some patients diagnosed as having depres 


sion (Snaith et al., 1971). A number of i igati e 
> : other investigations hav 
attempted to modify and improve the BDI and the HRSD but 


these attempts will not be describ Jes 
have been successful and have as A at aa es 

Other self-rating scales for depression that turn if with some 
frequency in research are the Zung (1965) scale id what iS 
essentially a British modification of this, the Wakefield Scale 
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(Snaith et al., 1971). Both these scales are based on a set of 
statements (twenty for the Zung and twelve for the Wakefield), 
with the subject having to rate the extent to which each of the 
Statements applies to him on a four-point scale. Further items have 
been added to the Wakefield Scale to make the Leeds Scale for the 
Self-Assessment of Anxiety and Depression (Snaith et al., 1976). 
There is evidence from the original development of these scales and 
from elsewhere (e.g. Kearns et al., 1982) that these scales have 
useful levels of reliability and validity. 
As far as observer-rating scales are concerned, there have been 
few serious rivals to HRSD. A promising recent development is the 
Montgomery and Asberg (1979) scale. This is shorter than the 
RSD, in that it is based on only ten features of depression. Each 
feature is well described and has to be rated on a seven-point scale 
With fairly clear descriptions of what is required to score at different 
levels on the scales. High inter-rater reliabilities can be achieved 
With all those reported being 0.89 or better. There is also additional 
Support for Montgomery and Asberg’s contention that their scale 
'scriminates between depression of different degrees of severity at 
ast as well as the HRSD (Kearns etal., 1982). Since it is about half 
the length of the HRDS and does the job just as well, the 
Ontgomery and Asberg scale might well start to supersede the 
HRsp. 
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M surement of depressive symptomatology has Baer Geen 

naire Shapiro (1961). This Shapiro called the Persona Doa 
Te’. In fact it has been shown that Shapiro s original Fer 
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Questionnaires’. From the point of view of simplicity of exposition, 
only Shapiro’s original version will be described in any detail 
although more sophisticated versions do exist (e.g. Mulhall, 1976). 

Shapiro’s (1961) Personal Questionnaire starts with a structured 
interview which covers most aspects of psychopathology. (The 
technique can be used to deal with the patient’s subjective feelings 
in relation to any kind of condition, and not necessarily just 
psychiatric disorders, but is particularly applicable to people with 
depression because of the nature of depressive symptomatology.) 
This interview is used to derive a set of ‘illness statements’. These 
consist of statements by the patient, in his words, describing his 
problem. In the case of someone with depression, they will be things 
like ‘I always feel very sad’, ‘I cannot sleep properly at night’, and ‘I 
feel very guilty about things that I have done wrong’. Typically the 
procedure will yield something in the order of fifteen to twenty 
statements of this kind but there is no fixed number of statements to 
be derived. The general aim is to get a set of statements that will 
adequately represent the range of the patient’s problems and the 
actual number of statements necessary to do this may be very small 
or very large. (One of the weaknesses of Personal Questionnaire 
techniques is that there is no clear rule for determining what are 4 
reasonable representative set of statements for each subject and the 
decision has to be based on clinical judgement.) 

Each of the illness statements then forms the basis of an item in 
the final scale. Taking the statement ‘I always feel very sad’ as an 
example, two further related statements are derived. One of these is 
a recovery statement’, which may be something like ‘I no longer 
feel sad’. This is often worded so as to negate the illness statement 
rather than to indicate the reverse of the illness statement (e.g. ‘J 
now feel happy’). The third, or ‘improvement statement’, is worded 
so as to represent the mid-point on a subjective scale between the 
illness and recovery statements. That the suggested improvement 


statement is at the mid-point between the other two is checked by 
getting the subject to scale the statements usi 
If necessary, 


t 


e ng a special procedure. 
the working of the improvement and recovery 
statements can be adjusted to achieve the correct relationships tO 


the illness statement in terms of the perceptions of the subject 
(rather than those of the scale constructor). The same procedure is 
followed for all the illness statements. 

Having got the three statements for each item, the final version of 
the questionnaire can now be produced. For each item, pairs of 
statements are written one above the other on cards (often 127, % 


Deficit and Assessment 75 


7.6 
ENE are used). The three statements for each item 
"oe re ible pairs: illness statement with recovery, improve- 
Rei E o E, and illness with improvement. When all the 
ind v0 a item have been prepared they are shuffled and 
M ihel e subject in a deck to be sorted as to whether the 
Rat time PPr statement best corresponds to how he feels at 
ted A ir each item the three responses can normally be 
on SAN our-point scale. If considered appropriate, a total 
] The Each erived by adding the scores from each item. 
internal consi ee an inbuilt check on reliability (in the sense of 
TmtelBht oo is ency). The three cards from each item can be sorted 
possible ways. Of these, four are mutually consistent and 


Our are j 
ei A . : 3 ; 
nconsistent. Experience in using this form of the Personal 
patterns of responses are 


t and even less), which 
o be a meaningful and 
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| validation. It is, of 
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versions is Mulhall’s (1976) ‘Personal Questionnaire Rapid Scaling 
Technique’ (PQRST). Like the original M. B. Shapiro (1961) 
version, this starts from illness statements derived from the patient. 
In this case an illness statement like ‘I feel depressed’ is put in the 
form ‘My feeling of depression is...’. These statements are 
written on a form and put in a special answer booklet. Again the 
subject is asked to choose each time between two alternatives but in 
this case he is offered pairs of adjectives to complete the statement 
(e.g. ‘considerable’ and ‘mild’) such that the statement would then 
come closest to applying to him. A number of different pairs of 
adjectives are presented for each item, thus enabling the PQRST 
item scores to cover ten or even fourteen points rather than just 
three in Shapiro’s (1961) version. The other big advantage of the 
PORST is that it cuts out the time required to develop recovery and 
improvement statements and to go through the scaling exercise. 


Conclusion 


Researchers in the field of depression are fortunate in that there are 
a number of well-established scales for the measure of depression 
that are of proven value. The BDI and HRSD are extensively used 
but alternatives for these do exist. When it comes to following the 
fortunes of the individual depressed patient or in carrying out 


single-case research, the Personal Questionnaires are of consider- 
able potential value. 


P: . 
Pee models of behavioural abnormalities have been 
Bees eho number of sources. One rich source of models has 
ideas of a ak thinking as it has developed from the original 
y Seca . The study of animal and normal human behaviour 
Blac: ental psychologists has provided another source of 
investigation models. Finally, models may be derived directly from 
deeply tite of the particular disorder itself without borrowing too 
rived in omet sources. Explanations of depression have been 
elow. all three ways and prominent examples will be examined 
core looking at particular theories of depression it is useful to 
explanati two preliminary points. It is sometimes assumed that 
Particula ons are always causal in that they set out just how the 
Models i phenomena of interest came to be produced. Causal 
re useful, especially in relation to certain issues such as 


Possi 
ble methods of prevention. They are not the only, or even the 
Scientific laws generally 


tical variables. Ohm’s 


ame way explanations of 
ing about causation in order 
Jude suggesting mani- 


en 
ay ate these models are alleged to 
ing Ychological theories of depression differ from those attempt- 


N to explain phobias or anxiety, where it is assumed that 
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psyonological factors offer the only possible form of causal 


mechanism. If it is allowed that depression may result from 
mechanisms of quite a different kind from those posited by the 
theory, and often assumed to be biological in nature, then certain 
things follow. There must be at least two types of depression and the 
endogenous/reactive distinction described in Chapter 3 would fit 
nicely since it has implicit within it the assumption that some 
depressions are internally caused while others are a reaction to 
environmental events. As was seen in Chapter 3, the evidence for 
this distinction is hardly compelling. Alternatively, it could be the 
case that all depressions exhibit the same range of features but that 


this clinical syndrome represents the final common pathway of a 
number of different causal chains. 


Psychodynamic models 


Psychodynamic thinking, 
original work of Freud, has 
develop. There is thus no 


important school of psychologi 
thinking will be examined 


Freud’s mind at work than the 
analysis’. From the title the 1 
introduction but they are extr 
enunciated ideas. 

According to Freud, ‘the distinguishing features of melancholia 
are a profoundly painful dejection, abrogation of interest in the 
outside world, loss of the capacity of love, inhibition of all activity, 
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and a lowering of the self-regarding feelings to a degree that finds 
utterance in self-reproaches and self-revilings, and culminates in a 
delusional expectation of punishment.’ Apart from the loss of self- 
esteem, these features are found in the grief of those who have been 
bereaved. 

In the case of someone who has been bereaved there is an 
identifiable loss (the husband, mother, child, etc.). Freud then 
suggests that the depressed person may also have undergone a loss. 
The object that is lost may be an internal representation rather than 
something that is external or it could be that the object is still there 
but lost to the person as an object of love. Just as the loss that has 
occurred in depression is of a kind that is not obvious to the 
observer, it is similarly not obvious to the sufferer. 

In these circumstances the ambivalence which Freud claimed to 
be part of all love relationships comes to the fore. The positive 
feelings are absorbed back into the person by a narcissistic 
identification whereas the negative feelings (hate, anger, etc.) are 
turned back on the person himself. This leads to a loss of self- 
esteem, to self-reproach and other similar features which form part 
of the outward signs of depression. 

This general line of thinking was developed by Freud and others 
(e.g. Abraham, 1911; 1916; 1924; Freud, 1921; 1923). In his 1923 


Paper, ‘The Ego and the Id’, Freud elaborated on the processes like 


those alleged to underlie depression at greater length. The 


Negative, inwardly turned aspects of depression were linked to 
Strong, internally directed feelings of aggression. This leads to a 
common feature of most psychodynamic interpretations of depres- 
sion which is an alleged link between depression and aggression and 
Specifically aggression of certain kinds or exhibited under certain 
circumstances. 


As already indicated, psychodynamic 
complex with many interlocking facets. This means that any concise 


description, such as that given above, is likely to involve some 
simplification or distortion. It also means that the theories do not 
lead to clear-cut and readily testable hypotheses. What is much 
More realistic with psychodynamic theories is to use them as a 
Springboard to develop much simpler and testable hypotheses. This 
is the direction that will be taken in the rest of this section which will 
Now examine the relationship between depression and aggression. 
Two Slightly different hypotheses have been derived. One is that 
depression results from self-directed aggression and the other is that 
it arises as a consequence of unexpressed aggression. The latter 


amic explanations are very 
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especially is a hypothesis which, if true, could have wider implic- 
ations. For example, getting the depressed patient to express 
aggression could help to reduce the level of depression. 

In general, two approaches have been used to look at the 
relationship between depression and aggression. The first is 
epidemiological where it is predicted that depression will vary in 
different populations as a function of their alleged ability to express 
aggressive feelings. The second is by attempting to apply inde- 
pendent measures of aggression to see if the expected evidence of 
high levels can be found in depressed groups. 


Epidemiological evidence 


The prevalence of depression can vary quite appreciably between 


different populations. Within the general population it is generally 
‘supposed that it is more socially acceptable for certain subgroups to 
express their aggressive feelings (either verbally or physically) than 
it is for others, Depression should be more prevalent when 
agression is least tolerated. 

Kendell (1968) reviewed the existing epidemiological evidence 
with just this sort of prediction in mind. Depression is encountered 
more frequently in the old than the young and in women more than 
men. This is in line with what might be expected, in that society is 
generally less tolerant of overt expressions of h 
and those who are older. There ar 
cultural norms make the ex 


phrenia is lowered). 


Of the extensive evidence considered by Kendell (1968), by far 
the greater part is consistent with the notion that depression is 
linked to suppressed aggression. The steady accumulation of 
epidemiological evidence since Kendell wrote this Paper would not 
alter the general picture. On the other hand, not all the data 
considered by Kendell are consistent with the hypothesis. Studies of 
psychiatric disorder in submarine crews have not revealed a raised 
prevalence of depression despite the fact that living in very cramped 
conditions means that the expression of aggression has to be kept on 
a very tight rein. The rate for other disorders, Particularly anxiety, 
is raised. The possible snag with this last source of evidence is that 


—" 
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submarine crews are often carefully selected and it could be that the 
selection process is more efficient at excluding those with depressive 
tendencies than it is in weeding out other types of problem. 
Submarine crews also tend to be volunteers and the kind of person 
who volunteers for submarine service may not be the sort of person 
who is predisposed to depression. 

Although the general run of evidence is certainly consistent with 
the notion that depression is caused by suppressed aggression, there 
is a limitation. As Kendell (1968) points out, epidemiological 
evidence is not very good at discriminating between competing 
hypotheses and it is relatively easy to think of other mechanisms 
that could account for the same findings. For example, if adverse 
life events play an important role in producing depression (see the 
next chapter), then women and the elderly may be more prone to 
experiencing such events, or more vulnerable to their effects when 
they occur. 

An example of an epidemiological study that tries to make use of 
‘naturally occurring’ changes is provided by Lyons (1972). He made 
Use of the unrest and disorder in Northern Ireland to look at the 
impact of increased aggressive behaviour in the population on the 
rates for depression. He reported data for two periods of time (1964 
to 1968 and 1969 to 1970) for two different areas. One of these was 
the city of Belfast and the other was a rural area (County Down). 

e significance of these times and places is that 1964 to 1968 
represents the period just prior to major outbreaks of civil 

isturbance in Belfast during 1969 and 1970. In contrast County 

Own remained peaceful throughout the whole of the time being 
Studied, 


Table2 Results ofL yons's (1972) study of the effect of civil violence on the 
incidence of depression. 


Annual rate 
1964-68 1969-70 
Belfast 1275 wog 
941 


Ê = 8.37 p<0.01 
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Lyons based his analysis on the mean number of new cases of 
depression being seen per year by the psychiatric services within the 
two areas. This data is reproduced in Table 2. The main point to 
note is that the figures for the two periods showed no significant 
change (in fact a small increase) in County Down. In Belfast the 
occurrence of riots and other disturbances in 1969 and 70 was 
associated with a significant drop in the annual rate of new cases of 
depression. Thus it seems that social unrest involving increased 
expression of aggression within a population does result in lowered 
rates for depression just as the hypothesis derived from psycho- 
dynamic thinking would predict. 

Whilst the rationale behind this study may be sound, the data 
need to be interpreted with caution. In particular it could be that the 
rioting could have other effects which would make the lowered rate 
for depression more apparent than real. The numbers cited refer to 
cases encountered by the psychiatric services. Contrary to expect- 
ations, evidence suggests that experience of war and other major 
upheavals means that the numbers presenting to psychiatric 
services for disorder may actually decline (see Slater and Roth, 
1973). One possible reason for this is that with troubles on the 
Streets people may be less willing to go to their doctors or out- 
patient clinics to seek help. Alternatively such circumstances may 
create increased social cohesion as people unite against a common 
enemy and this could mitigate against the precipitation of 
Psychiatric disorder. Regardless of the reason for this wartime 


decline it could be that a similar phenomenon occurred in Belfast in 
1969 and 1970. Lyons could 


similar data relatin 


The measurement of aggression in depressed Patients 


An alternative way of looking at the relationship between 


depression and aggression is to obtain, if Possible, an independent 
measure of aggression and apply it to depressed subjects and 
suitable controls. There are many studies of this kind. A good 
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example of an investigation that is more extensive than most and 
which illustrates the difficulties involved is provided by Blackburn 
(1974). For this reason it is worth describing in a little detail. 

In her series of investigations Blackburn has used Fould’s 
‘Hostility and Direction of Hostility Questionnaire’ (HDHQ) as 
described by Foulds et al. (1960). In essence this questionnaire aims 
to measure ‘extrapunitiveness’ and ‘intropunitiveness’ as two 
distinct aspects of hostility. It can thus be used to test the alternative 
Version of the aggression/depression hypothesis which supposes 
that depression is particularly associated with inwardly directed 
aggression. 

In this particular experiment Blackburn (1974) used six groups of 
Subjects. For one group, the subjects were patients with bipolar 
affective disorders tested during a phase when they were depressed. 
The second group was similar but the subjects were tested after 
recovery from a depressive episode. The next two groups again had 
bipolar affective disorders, but they were tested either during a 
Manic episode or after recovery from such an episode. The final two 
groups had unipolar depressions, again with one being tested whilst 
they were depressed and the other after recovery. This design 
enables changes between illness and recovery to be examined as 
well as the effects of hypomania and depression. a 

The results suggested that manic patients were extrapunitive 
when compared with the depressed groups and also when compared 
With normal subjects for whom scores on this test had been reported 
by Other investigators. The key groups from the present point of 
View were those with depression and both actively depressed groups 
haq high levels of intropunitiveness. Recovered depressed patients 

ad significantly lowered levels of intropunitiveness and this 
Confirms what Blackburn had predicted on the notion that high 
levels of internally directed aggression are a feature of depression. 

In another study of the same general type Cochrane and Nielson 
(1977) used a measure of ‘undischarged drive’ (a subscale derived 
rom Cattell’s IPAT Anxiety Scale) and one of aggression based on 

© Object Relations Test (a form of projective test). Separate 
8toups with endogenous and reactive depressions were used as well 
as two control groups. Only the endogenous group exhibited higher 
Svels of aggression but both depressed groups had higher drive 
levels, The authors suggest that depressives of all types have 
Inhibited drives but only in those with endogenous depression do 


t . 
“se take the form of aggression. 


Others have suggested that aggression may only be a feature of 


e a 
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certain subgroups of people with depression. Fava et al. (1982) 
looked at subjects with a recent onset of unipolar depression. Using 
a special symptom questionnaire with a scale for hostility it was 
found that hostility was only related to depression in those subjects 
who lacked an apparent precipitating loss. Conventional wisdom 
with regard to the classification of depression would imply that this 
same subgroup would probably be the ones most likely to be 
regarded as endogenous if the endogenous/reactive distinction was 
being used. To this extent the results of Fava et al. (1982) are 
consistent with those of Cochrane and Nielson (1977). 

The results of studies of this kind generally appear to support the 
notion that aggression is associated with depression and there are 
results that could be claimed to fit both versions of the aggression/ 
depression hypothesis. Unfortunately, there are problems in 
interpretation that have not so far been mentioned that weaken the 
significance of this work. Firstly, the studies may show a general 
association between aggression and depression but do not indicate 
the direction of causation. The original hypothesis implies that 
Suppressed or inwardly directed aggression produces depression. 
Investigations like those described leave it open as to whether 
aggression produces depression, or the causation goes the other 
way round. Alternatively the aggression and depression could both 
be produced by a third factor. A possible way of resolving the 
direction of causation is to do longitudinal studies in which samples 
of subjects were followed over time to see if the increase in 
aggression (either suppressed or inwardly directed) antecedes the 
occurrence of depression. 

Another important limitation lies in the measures that have been 
used, Cochrane and Nielson used a measure of aggression based on 
a projective test and projective tests are notorious for producing 
measures of poor reliability and validity (Vernon, 1964). The 
questionnaire measures like the HDHQ also raise problems. 
Foulds et al. (1960), in commenting on the development of this 
questionnaire, describe the selection of items to measure intro- 
punitiveness as relating to ‘self-criticism and guilt’. Self-criticism 
and guilt are of course features that can be encountered in the more 
severe forms of depression. If these are also defined as examples of 
internally directed aggression then intropunitiveness is a feature of 
depression by definition; this is the Problem of criterion contami- 
nation. In other words the whole issue becomes one of semantics 
and outside the realm of empirical verification or refutation. If it is 
desired to go beyond this, as the hypotheses under consideration 
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appear to in claiming that certain forms of aggression produce 
depression, then it is necessary to avoid ‘criterion contamination’ by 
having measures of aggression that are independent of the criteria 
that are used to define depression. This does not appear to have 
been achieved. 

Looking at the evidence as a whole with regard to the 
relationship between aggression and depression, the general trend 
in the findings is certainly consistent with the idea that the two 
Processes are linked. The problem is that it is very weak evidence 
that is either readily open to other interpretations or which does not 
Overcome major methodological problems such as ensuring that the 
Measures of depression and aggression are not mutually con- 
taminated. 


Learned helplessness and other behavioural models 


Psychologists interested in abnormal behaviour have often derived 
theoretical models directly or indirectly from laboratory research 
into different aspects of learning in animals. A number of explan- 
ations of depression have been derived in this way and the best- 
nown and most extensively developed is undoubtedly the learned 
€lplessness model. This section will largely concentrate on the 
earned helplessness model but before turning to this some cruder 
and less Satisfactory behavioural formulations will be mentioned. 
€se are more extensively reviewed by Eastman (1976). í 
Reinforcement is a central concept in many of these models. 
azarus (1968) largely set the scene by suggesting that seprene 
right be produced by ‘inadequate or insufficient reinforcemen : 
_azarus was not specific as to what constitutes an inadequacy or 
'nsufficiency and a number of other theories can be seen as more 
*PEcific elaborations of this general theme. Lewinsohn ef al. oo 
ave surmised that depression might result from a re be 
Tequency of social reinforcement. A slightly different approach 1 
taken by Ferster (1973), who inclines to the view that there is a 
‘duction in the repertoire of reinforceable behaviour. In other 
Words the individual fails to receive reinforcement because there is 
OSs of the responses that would elicit it. Costello (1972) rings yet 
another variation on the basic theme by allowing that the behaviour 
May stil] occur, and be followed by the same reinforcers, but that 
tie reinforcers haye lost their reinforcing properties for the 
“pressed subject. Costello offers a number of speculations as to 
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why this might happen. 

Williams (1984a) draws attention to a final theory in this group 
which is based on aversive control. Behaviour could be reduced and 
depression result because certain responses become associated with 
aversive punishing outcomes or stimuli linked with aversive 
outcomes. For example, after bereavement the widow comes into 
contact with cues that would otherwise have been associated with 
her husband such as the chimes from the clock that the husband 
used to make a minor ritual of rewinding every night. These no 
longer signal the presence of the husband and produce frustrative 
non-reward. 

These theories are all open to the general criticism of being rather 
limited and simple-minded. Doubts can be raised as to whether the 
behaviour concerned can be related directly and in the way 
intended to basic operant procedures with animals. Such thinking 
also does not take into account more recent and more sophisticated 
analyses of animal learning (e.g. Dickinson, 1980; Mackintosh, 
1983). Whilst notions like reduced reinforcement might explain 
some aspects of depressive behaviour (e.g. retardation), they are 
much less credible as explanations of other features of the 
depressive syndrome such as sleep disturbances. These models will 
therefore not be taken any further. 

As already indicated, the most important and best-known 
behavioural explanation of depression is the ‘learned helplessness’ 
model. It is a model that has been fairly directly developed from 
animal research and the single best account of the original animal 
research and its initial application to depression is probably that of 
Seligman (1975). \ 

The concept of learned helplessness emerged from experiments 
on animals of which a good example is provided by Seligman and 
Maier (1967). These authors used three groups of dogs which 
received different treatments during the initial phase of the study- 
The first group were strapped into a hammock where they were 
given electric shocks which could be switched off by pressing a pad 
with their noses. The second group was yoked to the first and 
received an identical pattern of shocks but could not terminate the 
shock by pressing the pad. The final group acted as a control and 
received no shock in the hammock. 

The following day all subjects underwent training in a two-way 
shuttle box. In the shuttle box a light went on which was followed by 
footshock ten seconds later. In the usual way of shuttle box training 
the subjects could learn to escape or avoid shock by jumping the 
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barrier into the other side of the box. The group that could 
terminate shock in the initial phase by pressing the pad and the 
control group that received no shock did well in the shuttle box and 
readily learned to jump the barrier. About 75 per cent of the yoked 
group which had been unable to control shock in the first phase of 
the experiment completely failed to escape shock in the shuttle box. 
This kind of result has been obtained in several experiments (see 
Seligman, 1975) and appears to be quite robust. 

When initially placed in the shuttle box most dogs will rush 
around frantically when they experience shock. The normal dog will 
eventually get over the barrier and escape. Learning proceeds on 
subsequent trials and the normal dog learns to avoid shock. Dogs 
from the yoked group similarly rush around to begin with but may 
then lie down and become very passive. Even if such a dog does 
€scape on one trial it is less efficient in making use of this 
Aamation to escape on the following trials. It appears generally 
h lepressed’ and ‘anxious’. Seligman claims that dogs in this group 
nave ‘learned helplessness’ in that they have learned that outcome is 
dependent of responses as a result of the experiences gained in the 
a itial phase of the experiment. Such learning of independence 
a tween response and outcome then interferes with performance in 

© shuttle box. 

6 Seligman (1975) suggests that learned 
aaa These are cognitive, motiva 
trea has the expectation that respond : k 
nnected, its motivation is reduced and it becomes anxious and 
epressed, Seligman then argues that learned helplessness and 
su Pression have much in common. The features of both are 
Me marized in Table 3 which is reproduced from Seligman s book. 
La of the alleged features of learned helplessness given in this 
- have not been described in this account and some of the listed 
a ures of depression are debatable. Nevertheless there is at least 
me degree of correspondence between the two conditions. This 


led Sel; : two 
ee Seligman to suggest that reactive depression in man might be a 
ae with learned helplessness 1n 


ae that responding and re- 
infore 


helplessness has a number 
tional and emotional. The 
ing and reinforcement are 


Station of learned helplessness, 
eing regarded as an expectation 
ement are independent or unrelated. . } , 

ting this 


n of the learned helplessness ™ : 
ee to involve a switch from animal research to mainly human 
“atch. A good illustrative study is that of W. R. Miller and 


e 
ieman (1975). A number of student volunteers were used as 
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Table 3 Summary of features common to depression and learned 


helplessness (from Seligman, 1975, reproduced with permission 
of W. H. Freeman & Co., from Helplessness). 


Learned helplessness Depression 
Symptoms Passivity Passivity 
Difficulty learning that Negative cognitive 
responses produce relief set 
Dissipates in time Time course 
Lack of aggression Introjected hostility 
Weight loss, appetite Weight loss, appetite 
loss, social and loss, social and 
sexual deficits sexual deficits 
Norepinephrine depletion Norepinephrine depletion 
and cholinergic activity and cholinergic activity 
Ulcers and stress Ulcers (?) and stress; 
feelings of helplessness 
Cause Learning that responding Belief that responding 
and reinforcement are is useless 
independent 
Cure Directive therapy: forced Recovery of belief that 
exposure to responses responding produces 
that produce reinforcement 
reinforcement 
Electroconvulsive shock Electroconvulsive shock 
Time Time 
Anticholinergics; Norepinephrine 
Norepinephrine stimulants; 
stimulants (?) anticholinergics (?) 
Prevention Immunization by 


mastery over 
reinforcement 


(?) 


Dek Gs a A AAT 
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subjects. These were assigned to ‘depressed’ or ‘non-depressed’ 
groups on the basis of whether their scores on the Beck Depression 
Inventory exceeded a previously established mean score for college 
students. As indicated in the previous chapter, the Beck Depression 
Inventory is a commonly used instrument to measure depression in 
clinical research. The experiment then followed a fairly standard 
paradigm for learned helplessness studies. 

In the first part of the experiment about a third of the subjects in 
each group were exposed to white noise which they could escape by 
pressing a button. Another third were exposed to white noise which 
they could not escape, whilst the rest experienced no noise at all. In 
the main part of the experiment all subjects were required to try to 
solve anagrams. The anagrams followed a standard letter pattern so 
that it was possible to look at the subjects’ ability to learn this 
pattern as well as their overall success rate. 

Although the results did not come out entirely perfectly, they 
Were definitely very much as might be predicted by the model. The 
non-depressed subjects showed poor anagram solution and learning 
after being exposed to inescapable noise, as opposed to those who 
Could escape the noise or who experienced no white noise at all. In 
other words they showed the learned helplessness effect. Depressed 
Subjects under the no-noise pretreatment condition performed 
Worse than the non-depressed group under the same condition and 
the introduction of inescapable noise did not further affect the 
Performance of subjects in the depressed group. It was as if 
depressed subjects had already experienced a learned helplessness- 
inducing pretreatment. It should also be remembered that the so- 
called ‘depressed’ group in this experiment were not psychiatric 
Patients but had been selected as scoring above the average for 
Student samples on the Beck Depression Inventory. It is quite 
Possible that none of them would have been regarded as clinically 

©Pressed within the context of a psychiatric clinic. i 

Such was the impact of the learned helplessness model that it 
Quickly inspired interest and research. This was so much so that one 

Ole issue of the Journal of Abnormal Psychology for 1978 was 

“voted to papers evaluating and refining the model. Many of these 


Merit reading. Some carried detailed criticisms of the TE Wee 
earned hel depression, especially Coste 
Plessness to human dep the model has been 


(1978) a 
nd Depue and Monroe (1978). Because the © i 
refined and adapted there is no need to look more widely at studies 


‘lating to the original version or at criticism only applicable to pa 
ersion. On the other hand, some of the points in the two critica 
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papers already referred to are worth outlining because they raise 
issues of general relevance to a much wider range of research in 
abnormal psychology. 

One of the most obvious features of the learned helplessness 
research in general is that it is heavily based on ‘analogue 
experiments. By ‘analogue’ studies in this context is meant the use 
of subjects who are not directly taken from clinical samples but who 
are assumed to have some features in common with them. Thus in 
the paper by Miller and Seligman that was described above the 
subjects were students and not depressed patients. In this case the 
students were classified as ‘depressed’ on the basis of having scores 
above the student mean on the Beck Depression Inventory. 

The value of analogue research in general will be examined in 4 
later chapter (Chapter 11). For the present all that needs to be done 
is to point out that analogue research does have limitations. One of 
these is that non-clinical student subjects who share a particular 
feature in common with depressed patients (a relatively high score 
on a particular inventory in this case) may also however differ from 
patient samples in other important respects. It is thus incumbent 
upon those making extensive use of analogue research to ay 
either that their analogue subjects do really represent clinica 
samples in all potentially relevant ways or to go on and show that 
their findings do generalize to clinical samples. This has often not 
been done extensively enough in research on learned helplessness 
and especially that pertaining to the original learned helplessness 
model. 

In testing out a model like this as a possible explanation OF 
depression, it is important to examine all aspects of the model an 
not just the kind of predictions examined by Miller and Seligman 
(1975). One important prediction of the model is that procedures 
inducing learned helplessness Ought also to result in some tendency 
towards depression. This Prediction has not been examined very 
extensively although there are one or two reports of relevance: 
Gatchel et al. (1975) carried out a rather similar experiment to that 
of Miller and Seligman (1975), using inescapable aversive tones 3$ 
the learned helplessness-inducing procedure and anagram-solving 
as the main task to be affected by the learned helplessness: In 
general the effect on anagram-solving was pretty much as Miller a” 
Seligman had found. In addition Gatchel eż al. got their subjects 3 
fill in adjective check lists as indicators of mood to yield scores 
relating to depression, anxiety and aggression. Again the inductio” 
procedure appeared to alter mood in the direction that would Þe 
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expect : 
to eae ape: hand, it could be argued that being exposed 
mood (or result eee noises is likely to lower any person’s 
Necessarily the ‘ie eee and aggressive feelings). This is not 
Still remains an o eiHung as being depressed in the clinical sense. It 
learned helples pen question as to whether factors that induce 
ior sness can also result in clinical depression. 

same data do aa to show that alternative explanations of the 
helplessness ain: old. One possible criticism of the early learned 
Induce lessi oe human subjects was that the procedures to 
Not the ae might just have produced low motivation and 
Present. Since ae and cognitive aspects that Seligman claimed were 
rates of Rspondiae thet can also result in poor motivation and low 
Without a the two things can look alike in experiments 
helplessness, ion being specifically associated with learned 
eee ponta point with regard to t 
Which hold RA is that it is often assume 

or a narrow range of experimental situations are 


Tepres 

entati . A A ` 
ative of what is true over a very wide range of real-life’ 

y the case. The general- 


trated rather than just 


esting models of this kind 
d that the relationships 


è ehaviou oes 
ization i a is by no means necessaril 
anticipated ndings needs to be demons 

urther di r 

escribed discussion of the learned helplessness 
Tevision a unnecessary since the theory has undergone a major 
aia MOEA aa and his colleagues (e.g. Abramson et al., 1978) 
ged that the original formulation was inadequate in that 


it fail 

3 ed u 
'S now P take account of certain features of clinical depression. It 
cont rgued that it is not exposure tO learned helplessness 
but the kinds of 


ingenci 
attributions + alone that produces depression ) 
ns that are made as a result of this experience. It is 


Ypo s 
attru ed that depression results when the individual makes 
Egative a that are internal, stable and global in relation to 
"esponsibility ny By internal is meant that the individual attributes 
39 dee, ity for what has gone wrong tO himself rather than to 
cing paa agent. The attribution is stable because it is regarded 
tO bein manifestation of a long-lasting characteristic as oppose! 
future. Ty Say, a mistake that is not likely to ften in the 
“Pplies on global because the tendency to 
Concern, | all kinds of situations and not on 
Will get th n the same way any positive events that happen to occur 
“xternal € reverse kind of attribution. They will be attributed to an 
Cause, as being unstable (i.e. not likely to happen again) 


eo 


model as already 


ly that of immediate 
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and specific to the set of circumstances that held at that particular 
time. 

The reformulation also states that the individual who becomes 
depressed expects that aversive circumstances are likely to obtain 
and that he will be unable to do anything about them when they 
occur. These different features are interrelated in that the greater 
the certainty that aversive circumstances will arise and the less that 
these are seen as controllable, the greater the motivational and 
cognitive deficits that will emerge. The more important these 
uncontrollable events are to the individual the more mood and self- 
esteem will be lowered. 


Abramson et al.’s (1978) reformulated learned helplessness 


model differs significantly from the Original version. It is in some 
ways quite a different kind of model. Although the experience of 
being in a situation involving helplessness (i.e. where responding 
and reinforcement are unrelated) still remains as a necessary 
condition for depression, the emphasis has shifted very much to the 
making of certain attributions about such situations. The theory has 
therefore become much more ‘cognitive’ in the sense that Beck’s 
model (to be considered next) is described as cognitive. In other 
words, it is very concerned with the individual’s thought processes. 
In moving in this direction, the theory has also become less causal 
nature. The straight analogue of the animal experiments implies 
that experiencing situations in which the individual is helpless will 
cause him to become depressed. The reformulated version 
describes the individual’s expectancies and the kinds of attributions 
that he will make. The account says very little about what causes the 
person to have these expectancies or to make attributions of the 
kind that have been described, 

As Williams (1984a) has pointed out, most work on the re- 
formulated model has concentrated on the alleged attributional 
style associated with depression rather than such things as the 
expectancy of highly aversive events. As an example, Seligman’s 
own group (Seligman er al., 1979) has compared student subjects 
with relatively high scores on the Beck Depression Inventory with 
those having low scores. Ona special measure designed to elucidate 
attributional style which describes situations (both positive and 
negative) and asks subjects to indicate their likely reactions, the 
‘depressed’ group tended to attribute bad outcomes to internal, 
stable and global causes. The results are very much in line with 
expectations, but it is an analogue study using student volunteers as 
subjects and the authors rightly point to the need to extend this 
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work to clinically depressed groups. 

Where clinical groups have been used, the results are not always 
so encouraging although generally positive. Hargreaves (1982), in 
the thesis described by Williams (1984a), used Seligman et al.’s 
(1979) Attributional Style Questionnaire and could find no 
difference in patterns of attribution between clinically depressed 
patients and normal control subjects. On the other hand, a study by 
Raps et al. (1982) found evidence of a maladaptive attributional 
Style in depressed, but not in schizophrenic patients. Fennell and 
Campbell (1984) also found that depressed patients exhibited the 
Predicted kind of cognitive style when compared with recovered 
depressives and normal controls. 

The reformulated version of the learned helplessness model has 
much in common with Beck’s theory of depression. In fact Seligman 
(1981) suggested that the later version of his model could largely 
Subsume Beck’s theory. To be fair the same assertion could equally 
well be made the other way round. For these reasons, present 
Purposes can be served quite well by leaving learned helplessness 
and passing on to Beck’s theory. It should be remembered that 
Many of the issues to be covered in the discussion of Beck’s ideas 
will also have a bearing on the reformulated learned helplessness 
Model. Those seeking a more extensive discussion of the later 
developments in the learned helplessness view of depression can 
Consult reviews by Coyne and Gotlib (1983) or Peterson and 
Seligman (1984). The former paper, which is concerned with 
Cognitive approaches to depression in general, concludes that the 
carned helplessness model is inadequate. As might be expected, 

Sterson and Seligman (1984) are more favourably inclined. 


Beck's cognitive theory of depression 
Although this theory has similarities with the reformulated learned 
elplessness model, its antecedents are very different. The learned 
Iplessness approach to depression arose from an extension of 
animal research in experimental psychology into human and clinical 
Problems, In contrast Beck’s theory is based on clinical observ- 
ations, 
DeK theory is set out in a number of publi 
7; 1976; Beck etal. , 1979). Essentially it regards the key 
thi depression as being certain forms of negative and a 
inking. Hence the common description of ‘cognitive’ that is 


cations (e.g. Beck, 
features 
illogical 
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applied to the theory in order to indicate that the primary 
disturbance lies in cognitive processes. The other features of 
depression, such as low mood, then follow from these cognitive 
disturbances. 

Beck has characterized depressive thought in terms of a 
‘cognitive triad’. There is a negative view of the self (e.g. ‘I am a 
failure’), the world (e.g. ‘the things that go on are terrible’) and the 
future (e.g. ‘things will always go badly and never get better’). 
Thoughts of this nature arise more or less automatically and without 
real consideration in the mind of the depressed person. 

In addition the depressed individual is prone to make systematic 
logical errors in thinking. These are of several kinds, such as 
selective abstraction when the person notes only the negative 
aspects of his behaviour and the things that go on around him. 
Other errors are overgeneralization or drawing conclusions to the 
effect that because one thing has not gone well then everything else 
will go wrong; magnifying the significance of negative events and 
minimizing the importance of positive ones; and personalization 
where bad things are related to the self even when there are no real 
logical grounds for this attribution. 

In passing it can be seen that these logical errors show consider- 
able overlap with the maladaptive attributions identified by the 
reformulated learned helplessness model. Beck’s personalization 1s 
almost identical with the notion of internal attribution of negative 
events. Making stable and global attributions about negative events 
relates to Beck’s concept of overgeneralization in that stable 
attributions imply a generalization over time and global attributions 
a generalization across situations. 

A final major aspect of Beck’s theory is that he regards depressed 
people as exhibiting certain kinds of schema. A ‘schema’ in this 
sense is a relatively consistent or habitual way in which the 
individual makes sense of and interprets his experiences. Those 
people who become depressed will have schemata that impart a 
depressive flavour or bias in how they see the world. Again this 
bears some relationship to the assumption in the reformulated 
learned helplessness model, that depressed individuals have a high 
expectation of negative or aversive states of affairs. 

A major feature of this kind of theorizing is the primacy accorded 
to cognitive processes or styles of thinking (in this sense it can 
almost be seen as going a little way beyond the reformulated 
learned helplessness model in the importance accorded to cognitive 
processes). The theory is not fully causal in that it does not describe 
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how the disturbed cognitive processes arise in the first place 
although Beck has speculated on background factors, such as 
certain kinds of childhood experience, that might predispose to the 
development of depressive schemata. However, there is a clear 
implication in Beck’s theory (as in the reformulated learned 
helplessness model) that it is the disturbed thought processes that 
render people vulnerable to lowered mood and other features of 
depression. 

If this is the case, it would be expected that people who later 
become depressed will show evidence of some disturbance in 
thought processes prior to becoming depressed. Lewinsohn et al. 
(1981) applied measures designed to reveal such cognitive processes 
to a large sample of subjects some of which later became depressed. 
Those who became depressed were not especially prone to 
Cognitive distortion at initial testing. In this investigation the gap 
betwen initial testing and the occurrence of depression in those 
Subjects who became depressed was of the order of several months. 
It could be argued that had this interval been shorter then the style 
of thinking might have been more predictive of who would become 
depressed. In fact Golin et al. (1981), using a more complicated 
design (a ‘crosslagged panel correlational design’), obtained 
indications that attributional style could predict depression one 
Month later. The problem here is that if cognitive style is to be 
Proved to act independently to produce depression then it needs to 
be manifest some time beforehand. With short gaps of the order ofa 
ew weeks it could be that the change in cognitive style is merely the 
first feature of depression that appears as the disorder develops. 


Studies in which allegedly normal subjects are assessed and then 


followed sychopathology later are difficult 
BRO ree de ead is some researchers have 


to carry out in practice. As an alternati ae 
argued that if already depressed patients are followed up into 
Temission then it should be the case that recovered depressives 


Would show distorted thinking ifit is the presence of certain patterns 


Of thinking that lead to depression (and if these patterns of thinking 


are not just a part of depression). Experiments along these lines 
“ould run into problems of interpretation, especially if the results 
turn out to be positive. For example, it could be argued that thought 
Processes take much longer to revert 

er features of depression, or that on ! 
Ought processes tend to be more Or less permanently biased 
towards a depressive mode. These possibilities could occur without 


CO8nitive processes having the kind of primacy that is maintained by 


to normal than mood and 
ce depression has occurred 
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the theory. Negative results are much less open to alternative 
hypotheses. 

A number of relevant investigations have been reported but that 
of Wilkinson and Blackburn (1981) is not atypical. They studied 
four groups of subjects consisting of depressed patients, recovered 
depressed patients, recovered patients with other diagnoses 
(mainly neurotics) and normal controls. In the two depressed 
groups, all had unipolar major depression in terms of the Research 
Diagnostic Criteria (Spitzer et al., 1978). In addition to the Beck 
Depression Inventory, three measures alleged to tap different 
aspects of depressive cognitive processes were used. The currently 
depressed patients were differentiated from the other three groups 
on the cognitive measures but the recovered depressed group did 
not differ from either of the control groups. These findings are 
therefore negative. 

Eaves and Rush (1984) carried out an experiment somewhat 
similar to that of Wilkinson and Blackburn (1981). The main 
difference of significance was that, instead of having separate 
groups of currently depressed and recovered depressed subjects, 
they tested the same group of subjects twice: once while depressed 
and again when recovered. Like Wilkinson and Blackburn they 
found that on remission the depressive forms of thinking tended to 
return to control group values. However, they also ran a correl- 
ational analysis and found that depressive attributional biases were 
correlated with the length of the depressive episode. Eaves and 
Rush suggest that attributional biases either result from long-term 
depression (thus reversing the originally suggested causal relation- 
ship) or that they lead to greater time being spent in depressive 
episodes. It is interesting that Lewinsohn er al. (1981) found a 
closely related phenomenon. In their study the subjects with the 
most deviant attributional style whilst depressed had the poorer 
outcome. 

The results cited immediately above have been largely negative 
from the point of view of Beck’s theory of depression and its 
implications for the role that cognitive processes play in pre 
disposing people to become depressed. As is often the case 
apparently contradictory findings have been obtained although the 
general trend remains negative rather than positive. Two studies by 
Wittenborn and his associates (Altman and Wittenborn, 1980); 
Cofer and Wittenborn, 1980) have looked at women who had 
recovered from depression in comparison with subjects who ha 
never been depressed. The once depressed subjects were more 
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likely to respond positively to questionnaire items indicating such 
things as low self-esteem, a pessimistic outlook and a preoccupation 
with failure. The subjects were younger than those used in the other 
studies just described, and so Wittenborn’s group may have got 
positive results because they were looking at a different subtype of 
depression. Another possibility is that they were just picking up the 
consequences of having been depressed. Since those who have been 
depressed once have a much increased risk of future episodes of 
depression, it could be that the findings are also due to some of the 
subjects moving into a phase of being depressed again with the 
reported features being the first signs of the new episode. 

When considered overall, the evidence that depressive ways of 
thinking predispose people to become depressed is not at all strong. 
Nevertheless there is a weaker version of the theory that suggests 
that moment-to-moment fluctuations in mood might be produced 
by depressive thoughts, images, etc. (Williams, 1980). Evidence for 
this comes from ‘mood induction procedures’ or MIPs. There are a 
Number of mood induction procedures and these have been 
described by Goodwin and Williams (1982). The most commonly 
used MIP consists of getting the subject to read aloud a large 
number of negative statements referring to himself (e.g. ‘I feel 
discouraged and unhappy about myself’). Other MIPs include such 
things as getting the subject to recall things that made them feel low 
or rejected and listening to an audiotaped depressive story which 
asks the subject to imagine a close friend becoming ill, being 
diagnosed as having an incurable illness, etc. MIPs have been 
Proved to be able to lower mood in subjects and to produce other 
features associated with depression such as biasing the nature of 
Material recalled from memory (€-8- Teasdale and Fogarty, 1979; 
Teasdale and Russell, 1983). Coleman (1975) has even shown that 
Observers blind to the experimental procedure could distinguish 
Subjects who had just undergone an MIP to depress mood and 
those who had not. Py 

As Williams (1984a) points out, it is hardly surprising that 
Unhappy thoughts can lower mood. However, not all low mood can 
be considered to be depression in the sense that it is generally being 
Considered in this book (i.e. as a psychopathological state). In fact 
these are analogue studies and run into the same kinds of problems 


that were referred to in the earlier discussion of the use of analogue 


experiments in learned helplessness research. It is also possible that 
hinking although 


lowered mood can lead to depressive forms of t 
this is a possibility that has not been so extensively researched. 
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Even though it may be difficult to maintain that cognitive theories 
provide a convincing model for the production of the depression, 
they can still be of value for other reasons. They do offer an attempt 
to describe important features of depression. In this regard there 
have been some interesting attempts to devise experiments that 
would test other aspects of Beck’s model such as his ideas about 
depressive schemata. 

Derry and Kuiper (1981) attempted to get at the notion of self- 
schemata in depression by using an experimental technique derived 
from research into the level of processing models of memory. 
Subjects were shown words that could be used to refer to the person 
(adjectives such as ‘happy’ or ‘dejected’) and which had either a 
depressive or a non-depressive content in their meaning. Subjects 
were required to make three different types of decision about the 
words relating to their structure (written in upper case or lower case 
letters), semantic features (means the same as . . .) or self-referent 
features (does it describe the subject?). All experimental groups 
showed better recall of words for which a rating about self-reference 
had been made as opposed to the other two kinds of judgement. 
Normal and non-depressed psychiatric controls had superior recall 
for the words subject to judgement of self-reference only when 
these were non-depressed in tone. Depressed patients had 
enhanced recall for depression-related adjectives. This result is 
consistent with the notion that depressed subjects have negative 
self-schemata, given the further assumption that they recall best 
those words they see as referring to themselves. y 

Another attempt to get experimental evidence of self-schemata 1S 
reported by Davis and Unruh (1981). When subjects are asked to 
give an immediate recall of lists of words and this is done several 
times with the same words appearing in a different random order On 
each trial, there is a marked tendency for subjects to organize the 
words in recall as the procedure goes on. This is shown by a 
tendency for certain words to be clustered together in recall despite 
their particular position in the order of presentation. Various 
mathematical formulae have been devised to measure the degree of 
organization. Davis and Unruh (1981) based their experiment on 
this general principle, using adjectives that could refer to the self a5 
the words forming the lists. 

They had three groups of subjects which consisted of ae 
depressed controls, a group of short-term depressives and one © 
long-term depressives (i.e. people who had been depressed pe 
long time). As the results turned out, both the non-depress€ 
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controls and the long-term depressives showed better organization 
in free recall than the subjects whose depression had only been 
short-term. The authors suggest that non-depressed subjects have 
well-developed schemata for organizing terms used in self- 
description. This is broken down in the more acute stages of 
depression but after subjects have been depressed for some time a 
reorganization of self-schemata occurs. 

There are problems with this experiment. It seems unlikely that 
the long- and short-term depressed subjects would differ only in the 
length of time that they had been depressed and in fact the short- 
term depressives were significantly older. It is quite possible that the 
latter group were more likely to consist of cases that could be 
classified as having endogenous depression. In addition the report 
Says little about the nature of the self-schemata allegedly revealed 
by organization in free recall. It is of course negative self-schemata 
that are crucial for Beck’s theory. 

Whilst both the above experiments are open to criticism and 
Neither could be regarded as a particular crucial test of Beck’s 
theory, or even that aspect of it relating to self-schemata, they do 
illustrate the point that techniques from experimental cognitive 
Psychology can be used to examine the nature of depressive 
Cognitions. Further possible directions for this work to go in are 
described by Williams (1984a). 

Although this chapter is not concern 
depression, it is worth mentioning in passi ry, Da 
been much more fruitful than the other psychological theories in 
Suggesting ways of treating depressed patients. In a way this is not 
Surprising since Beck is a clinician, rather than an experimental 
Psychologist like Seligman, and is therefore much more directly 
Concerned with therapeutic applications. Cognitive behaviour 
therapy, much of which can be linked with Beck’s ideas, has proved 
o be effective in the treatment of depressed patientsin a number of 
trials (see Williams, 1984a; 1984b for a discussion of many of these). 

here is also some indication that cognitive behaviour therapy can 
© combined very effectively with antidepressant medication 
(Blackburn et al. 1981). Rarely are psychological treatments so 
Closely tied to the underlying theory that proof of therapeutic 
effectiveness can be used as strong evidence of the validity of the 
heory itself. Cognitive therapy for depression is certainly no 
£xception to this rule. Nevertheless, the evidence for therapeutic 
Stfectiveness does give some encouragement to the notion that 
Cognitive models might play a useful role in explaining depression. 


ed with the treatment of 
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General comment on psychological theories 


As the foregoing discussion has shown, psychological theories of 
depression have a number of different pedigrees. Psychoanalytical 
thought was a powerful early influence and has been quite heuristic 
in terms of inspiring a range of empirical studies. Research on 
conditioning and learning in animals has provided another source of 
theoretical ideas. There have been several models based around the 


has its background in a clinician’s attempts to understand and deal 


~ with the phenomena encountered in everyday practice. What this 


all illustrates is that interesting theoretical ideas can be derived from 
a large number of sources including some that could not be 
described in the main part of this chapter. An example of the latter 
group is Rehm’s (1977) ‘self-control’ model of depression which 
derives from work in human experimental psychology (see also 
Kanfer and Hagarman, 1981). The crucial question is not where the 
theory has originated, but how well it explains the phenomena of 
interest. 

In conclusion, it is worth setting out a small number of points that 
relate to psychological explanations in general. Although the 
models discussed are generally intended to show how depression 
arises in the first place, research to establish the causal influence of 
psychological factors in depression has not been conspicuously 
successful in generating positive results. This does not mean that 
psychological factors play no part at all in producing depression. It 
could merely be a reflection of the inadequacy of the psychological 
theories put forward so far or of the experimental tests themselves. 


In fact it could be argued that it would be rather surprising if 


psychological factors could ever be shown to play no role at all in 


precipitating or causing depression. This is especially so in view of 


the work to be described in the next chapter which suggests that life 
events and other social influences play a part in causing depression- 
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One source of difficulty in establishing the possible aetiological 
role of psychological factors has already been mentioned in 
discussing the ideas derived from psychoanalysis but it also arises in 
the other major theories. Just as it is very hard to disentangle the 
Notion of inwardly directed aggression from the statements about 
worthlessness, the need to be punished and so on that form a part of 
the syndrome of depression, so it is similarly difficult to disentangle 
the kinds of attribution or cognitive features posited by other 
theories from the basic phenomena of depression. This means that 
it is almost impossible to establish measures of these theoretically 
important features that are independent of depression. The only 
Potentially satisfactory way around this is to show that subjects 
exhibit such things as repressed or inwardly directed aggression ora 
certain kind of attributional style some time before they develop the 
Other features of depression and that none of the other core features 
are currently present. This demands a prospective study of allegedly 
Normal subjects who are then followed up until a subsample become 
depressed. Such studies are difficult and expensive to carry out well. 
In any case, if the key feature (e.g. attributional style) only appears — 
quite close to the onset of depression itis then possible to argue that 
this feature is nothing more than the first sign of depression to 
appear. Really convincing proof of causality may therefore be very 
difficult to obtain. [ra 

It is also worth noting that this kind of problem can arise in y 
relation to non-psychological theories as well. Ifitis consideredthat 
depressed patients have a particular biochemical disturbance, such 
as is implied by the amine hypothesis mentioned at the end of 

hapter 4, then the same difficulties in relation to causation also 

arise. It is possible that biochemical factors might cause depression f 
but it could also be the case that they are part and parcel of a general 
Process that is set in train by some other cause. The success of 
antidepressant medication in relieving depression does not prove 
that the basic cause is biochemical just as the success of cognitive 
therapy does not prove that cognitive processes must provide the 
Cause. It can thus be seen that establishing the causal chain is nota 
difficulty that just arises in relation to psychological theories. 

If the presently available psychological models do not emerge as 
eing of proven value as causal explanations of depression, then 
OW useful are they in explaining what is going on in depression? 
his question is difficult to answer and the particular stand that is 

taken will depend upon how impressive some of the supporting 
Evidence for various theories is thought to be. One general criticism 
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that might be put forward is that the theories do not extend much 
beyond the phenomena that are to be explained. This is basically 
the same point that has been made above when it was argued that 
the key features of the theories, whether they be inwardly directed 
aggression or some cognitive process, are difficult to disentangle 
from the basic features of depression. 

Although this criticism does have some foundation, it would be 
an exaggeration to claim that the theories do nothing more than 
describe the standard features of depression in other words. The 
cognitive theories have certainly taken thinking beyond the classical 
descriptions of depression. They have pointed to the importance of 
cognitive processes in depression. Whether depressive cognitions 
produce depressed mood (as the theories suggest), or the reverse is 
true, or if both cognitions and mood are the end result of some 
entirely different aetiological factor, the fact remains that thought 
Processes in depression do seem to be distorted and this is 
something that needs to be taken into account. Until these theories 
came along the role of cognition in depression was almost entirely 
ignored. The idea that cognitive processes in depression are of 
Significance is considerably reinforced by the fact that cognitive 
therapies designed to influence these depressive cognitive processes 
do appear to produce appreciable therapeutic benefits. Finally, the 
derivation of these successful therapies also illustrates that 
functional theories which aim to describe what is going on are not 
necessarily a second best to causal models, 


7 The Role of Life Events 


There is a general assumption based on common sense reasoning 
that psychological disturbances can be produced as a reaction to 
environmental stresses. Popular arguments have sometimes had it 
that the increase in the rate of psychiatric consultation that has 
taken place in recent decades is a consequence of the stresses and 
Strains of modern living. This latter argument is based on two 
assumptions, both of which are open to question. The first of these 
is that the increase in psychiatric consultation reflects a true gain in 
Morbidity as opposed to a greater willingness amongst those 
afflicted to come forward and seek help. The second assumption is 
that such things as the potential horrors of nuclear war and 
worldwide devastation make life today more stressful than it was 
decades or centuries ago despite the fact that modern life also 
Cushions people against other sources of stress that operated in the 
Past. 
It is not the purpose of this chapter to analyse the reasons for the 
Change in consultation rates over time. The present concern is with 
whether psychological distress or disorder can result from stress 
brought about by adverse circumstances. In fact with the example of 
reavement and its consequent grief in mind it would be very hard 
to argue that distress could not result from adverse life events. The 
question at issue is therefore more properly whether psychological 
distress or disorder of the kinds that could be considered to 
Constitute psychiatric conditions can result from social and environ- 
Mental occurrences. In line with the previous chapters this question 
Will be discussed with particular reference to depression. 
As with most of the other issues that have been dealt with 
Previously, the basic question is by no means as straightforward asit 
Seems. In addition it has not proved easy to obtain evidence that will 
Clearly or unequivocally answer the question in any of the forms in 
Which it might be put. Againitis necessary to begin by looking at the 
Nature of the question and the means by which it might be 
answered. 
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In looking at some of the problems involved it is useful to have a 
particular example in mind. Holmes and Rahe (1967) were amongst 
the first to make a determined attempt to look at the impact of life 
events on morbidity. To do this they developed a social readjust- 
ment rating scale (often known as the SRE) based on a list of 
forty-three life events including such things as death of a spouse, 
marriage, losing a job, retirement and committing a minor violation 
of the law. A large sample of subjects was asked to rate each of these 
items in terms of the readjustment needed to accommodate to 
them. Marriage was used as the anchor point and given an arbitrary 
value of what in the final version was 50 points. All the other items 
were scaled in relation to marriage. Thus death of a spouse counted 
as 100 and a minor violation of the law as 11. This scale has been 
used by many authors (see Craig and Brown, 1984 for a review) to 
demonstrate an apparently higher rate of life events in the months 
preceding the onset of a number of different types of pathology 
(including different forms of physical disease). 

A little thought reveals a number of problems with the SRE that 
need to be overcome in any satisfactory study of the impact of life 
events. A good review of these is provided by Brown and Harris 
(1978) and Brown et al. (1973). In the first place the SRE assumes 
that the disruptive effect of the listed events is the same for all 
people and this seems highly unlikely. Being caught in a minor 
violation of the law may be a trivial occurrence for individuals in 
some sections of society and very stressful for others. Of possibly 
greater importance is the fact that the SRE takes no account of the 
meaning or significance of the events. Getting married is something 
that is generally looked forward to by those most directly involved 
whereas the death of a spouse is a highly aversive occurrence for the 
new widow or widower. As far as producing depression is 
concerned it is likely to be the adverse events that are of most 
significance. The major study by Brown and Harris (1978) which is 
described in detail later attempts to get round these problems by 
concentrating on adverse events and especially those that almost 
everyone would regard as being of real significance (e.g. bereave- 
ment or the loss of a job). 

Psychiatric disorders can develop insidiously making it im- 
possible to identify a specific date of onset as opposed to a date of 
identification. This means that if there is a relationship between life 
events and depression then the direction of influence may not be 
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clear. If a man loses his job and is then diagnosed as being depressed 
a few weeks later it could be that the depression emerged as a 
consequence of the job loss. On the other hand, it could be that the 
depression was developing for some considerable time before it was 
actually identified and that one of the first consequences was a fall- 
off in work efficiency. The loss of job could then be a consequence 
of depression rather than its cause. The SRE cannot cope with this 
possibility but Brown and Harris (1978) decided only to rely on 
events where there was a high probability that they were independ- 
ent of any psychiatric disorder. In the case of an event like losing a 
job this was only counted in circumstances such as where the 
individual was one of many losing a job at the same time in a 
redundancy programme. In this case it is rather unlikely that the job 
loss was the consequence of an insidiously developing psychiatric 
disorder. 


A further complicating factor is that there is a tendency with some 


major problems, such as the onset of depression, to indulge in what 
has sometimes been described as a ‘search for meaning’. In other 
words, the individual searches his memory for things that might 
explain why he has arrived in his present state. Stott (1958) 
interviewed mothers with recently born children with Down s 
Syndrome (mongolism). These mothers reported having €x- 
perienced more shocks and upsets during pregnancy than mothers 
whose babies were normal. Since it is now well established that what 
goes wrong must take place more Or less at the time of conception 
because Down’s Syndrome is due to a chromosomal abnormality, 
the most likely explanation of Stott’s finding is not that the mothers 
of the Down’s babies actually experienced any excess of upsetting 
€vents. They were either more likely to recall such events satai 
Occur or to reinterpret neutral events in a negative way. This kind o 

mechanism could occur as well in depression and be exaggerated by 
the tendency for subjects with depression to recall material with a 
Negative connotation much more readily (see Chapter 5). Where 
items are vaguely defined as are many of these in the SRE, Wea 
Scope for the depressed individual to redefine them for himselfin an 
idiosyncratic way so as to overidentify events. More recent investi- 
gations, like those of Brown and Harris (1978), have countered this 
Possibility by only accepting events which have some independent 
Verification and which would be almost certainly stressful for 


everybody. 
„Quite another kind of difficult 
Significance of particular events. 


y can arise in interpreting the 
To take a relatively straight- 
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forward example, some theorists of a psychoanalytic bent have 
suggested that depression in adults might be linked to the loss of a 
parent (by death, divorce etc.) during childhood. Even if an excess 
of early parental losses can be shown to occur in those who later 
develop depression this does not mean that early parental loss per se 
is related to depression. It could be that the early loss of a parent 
leads to other things (e.g. loss of father could produce a reduction in 
family income and cause some degree of deprivation) and that it is 
these other things that are the key factors. This possible complic- 
ation is most readily apparent where the key event is something like 
early parental loss which precedes the onset of depression by some 
considerable time. However, the same kinds of arguments can 
apply to much more recent events. It could be that it is not the loss of 
a job as such which helps to precipitate depression but something 
that tends to follow from this. Complications of this kind make the 
interpretation of positive findings more difficult. 

The discussion so far has presumed a situation where retro- 
spective studies are being carried out. This is where cases of 
depression are identified and then an instrument like the SRE of 
Holmes and Rahe (1967) or the much more sophisticated 
techniques of Brown and Harris (1978) is used to examine life 
events that preceded the onset of depression. The alternative 
strategy is the prospective study where the investigator identifies 
individuals who have suffered a particular stressful life event and 
then follows them to see if they have a rate of disorder in excess of 
controls that have not suffered the same misfortune. This latter 
strategy, which has been used less frequently, shares some of the 
problems of the retrospective studies whilst creating a few 
methodological difficulties of its own. 

Prospective studies are based on an adverse event that most 
people would regard as being unequivocally stressful. The most 
commonly used event is bereavement, especially being widowed, 
the death of a spouse being rated as demanding the most re- 
adjustment of all the items used in the development of the SRE 
(Holmes and Rahe, 1967). The methodological problems will 
therefore be considered in relation to widowhood as the anchor 
event although the same general principles would arise regardless of 
the actual event chosen. 

It is easy to identify those who have recently become widows (or 
widowers, although the latter are less common). This can be done 
from records of hospital deaths and a sample of widows can be 
followed for a set period (e.g. six months) to determine the rates 
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and types of psychiatric disorder that occur. A control group of 
women matched for other likely confounding variables but who 
have not been widowed can also be followed for a similar period. In 
general the prospective study enables the investigator to control the 
kind of life event that he is interested in but he has no control over 
the kinds of disorder that might be detected during the follow-up 
period. This situation is reversed in the retrospective study where 
the kind of disorder being studied is controlled but a large number 
of possibly relevant life events may be identified. 

In the prospective study it is assumed that the selected life event is 
likely to be sufficient in itself to act as a causal or precipitating 
factor. It could be that something like widowhood, no matter how 
distressful, is generally not sufficient to precipitate depression on its 
own. Hence very large groups of subjects may be required to show 
any effect and to consider a subset of those who have been widowed 
and also experienced some other adverse event in the recent past 
complicates matters considerably. i 

Being widowed will produce certain psychological reactions such 
as grief. Space does not permit the discussion of the consequences 
of being widowed in any detail but Parkes (1972) deals with the 
topic at length. In order to look at the impact of this event on 
Psychiatric morbidity it is also necessary to be able to distinguish 
between what might be regarded as a normal grief reaction and a 
Pathological reaction and indeed there may be no clear distinction 
between the two. Even if a satisfactory distinction between normal 
and pathological reactions can be made in principle, it may get 
confounded in practice. Moreover, doctors and mental health 
Professionals in general may believe that the recently widowed a 
especially prone to psychiatric disorder and so may be prey y 
to diagnose depression and refer patients to psychiatrists 1 they 

now that the person concerned has been recently widowed. 

Whilst relying on a single life event, such as being widowed, may 
tend to attenuate any relationship between life events and disorders 
like depression, the kind of factors mentioned immediately above 
are likely to exaggerate any relationship. It seems Ini aad 
Unlikely that the possible biasing factors will balance one anot i 
Out and it is difficult to predict in any given context which will 
Predominate. 

Even if some sort of relationshi 
Strated between the occurrence © 
consequent development of psychia 
Still remain. Psychiatric disorders are 


p can be satisfactorily demon- 
f adverse life events and the 
tric disorder, some problems 
very varied and the role of life 
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events may vary considerably depending upon the nature of the 
particular disorder under consideration. Thus the conclusions that 
might seem to follow from a consideration of the evidence to be 
described later in relation to depression might not be appropriate 
for schizophrenia or obsessional neurosis (see also Chapter 13). It is 
also the case that environmental events might influence psycho- 
logical disorder in a number of different ways. These events might 
act wholly or partially as causal agents in that they are actually 
responsible for the production of the disorder (i.e. act as ‘formative’ 
agents in the terminology of Brown and Harris, 1978). Alter- 
natively they could precipitate or trigger a disorder whose ultimate 
cause lies in factors of a quite different kind. The relationship 
between life events and other factors that might also act to produce 
disorder is another aspect that needs to be considered. There can 
thus be no single, simple answer to the role of life events in 
psychological disorder. 

Brown and Harris (1978) have tried to develop a means of 
distinguishing between formative and triggering effects of life 
events. This is based on the concept of ‘brought forward time’. This 
concept is a little tricky and difficult to grasp at first presentation. 
Given a study done on a large community sample, a proportion of 
which will possess the characteristic of interest (e.g. depression) 
and for whom the occurrence of significant life events can be 
ascertained, it is possible to make certain numerical estimates. 
Assuming that any subject could become depressed, given enough 
time, it is possible to estimate the likely time between a significant 
life event and the onset of depression. It is also possible to derive the 
average length of time between an event'and the onset of depression 
in that subsample of the population studied that actually develops 
depression. The difference between these two time periods is the 
‘brought forward time’. For example, if the estimated likely time 
between the occurrence of an event and the onset of depression is 
thirty months for the sample as a whole and the mean time between 
a significant event and the actual appearance of depression in those 
who actually are depressed is six months then the brought forward 
time is twenty-four months. 

Brown and Harris (1978) then argue that if the brought forward 
time is large, as in the hypothetical example given immediately 
above (i.e. twenty-four months), then the influence of life events 0 
depression is likely to be formative (i.e. causal). If the brought 
forward time is short this does not rule out a formative relationship 
but it is also quite consistent with the notion that life events merely 
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have a triggering effect thus precipitating the onset of a disorder 
whose main causation lies elsewhere. 

The reasoning used to back up the concept of brought forward 
time is elegant and appealing. To discuss the matter satisfactorily 
would involve a long technical diversion which would be slightly 
beside the point as far as the main thrust of this chapter is 
concerned. Suffice it to say that, in the present writers’ opinion, | 
brought forward time is an interesting pointer with regard to 
whether events might be considered formative or triggering. It is 
probably unwise to regard this index as anything like clear and 
unequivocal proof as to the actual mechanism by which life events 
exert their effect. To mention but two of the potential problems 
(chosen for ease of description rather than their relative seriousness 
as objections), it is not obvious just how long brought forward time 
has to be in order to indicate causality rather than triggering. It is 
also possible to have a very long brought forward time and yet still 
have an appreciable lapse of time between the occurrence of an 
event and the onset of depression in those subjects who become 
depressed. If this latter interval were six months or longer (as in the 
Case of the hypothetical example given above) then it is a little 
Surprising that depression directly caused by bereavement, the loss 
of a job, etc. should actually take such a long time to become 
apparent. It would then be of interest to look at what had gone on 
between the noted event and the onset of the disorder. 


The Brown and Harris (1978) investigation 


Some reference has already been made to the work of Brown and 
Harris (1978). This is undoubtedly the most significant study in the 
field both in terms of the sophistication of its methodology and in 
the interest that it has generated. In many ways these investigators 
have set the standard for everyone else to live up to. For these 
Teasons it merits separate and much more detailed consideration 
than the rest of the literature in this area of work. 

This particular study involved female subjects only. This was 
because, firstly, epidemiological evidence suggests a higher rate of 
depression in women and, where large community samples are 
required, a reasonable number of depressed subjects from a smaller 
Overall sample can be more easily obtained. Secondly, women are 
More likely to be at home during the day and are therefore more 
€asily available to interviewers. Another possible consideration not 
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apparently taken into account by Brown and Harris but which 
emerges more strongly in retrospect is that some of the variables 
may show sex differences. A mixed sample would then introduce 
additional complications. This is not to suggest that the basic 
mechanisms producing depression are different in men and women 
but the kind of social factors identified by Brown and Harris as 
making individuals more vulnerable to depression-inducing influ- 
ences could quite well involve sex differences. 

All subjects came from the Camberwell area of London. This is a 
rather decaying inner-city area whose residents are predominantly 
of lower socioeconomic status. Three groups were studied, The first 
consisted of 114 depressed psychiatric patients (either in- or out- 
patients) together with two separate community surveys of women 
living in Camberwell. When combined the community surveys gave 
a total of 458 women. Subjects were between 18 and 65 years of age 
and all were assessed psychiatrically by means of the Present State 
Examination (Wing et al., 1974) to establish a diagnosis as 
appropriate. In addition to the depressed women in the psychiatric 
sample a proportion of those in the community sample also met the 
criteria for a diagnosis of depression. All subjects were also 
interviewed at considerable depth about what had happened to 
them in the previous year and their reactions to these events. 
Interviews were tape recorded and ratings derived by independent 
raters on the basis of these recorded interviews, with the whole 
procedure trying to take into account the methodological points 
discussed earlier. Inter-rater reliabilities were generally more than 
adequate. 

It was found that events rated as severe were approximately four 
times more common in women with depression than those who had 
not suffered depression. In this context severe events were those 
that represented a long-term threat either to the woman herself or 
jointly to the woman and someone else. The excess of severe life 
events in the depressed women was particularly apparent in the last 
three months or so prior to the onset of depression. The common 
characteristic that was noted about the kind of events that were 
rated as severe was that they involved disturbing events such as 
bereavement, a life-threatening illness to someone close, a major 
material loss, enforced change of residence, etc. The evidence also 
suggested that the effects of these severe events were additive 
(where they were unrelated) in that experiencing more than one of 
them increased the likelihood that a woman could be depressed. 

Estimates of brought forward time were calculated as a means of 
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looking at the mechanisms by which severe events exerted their 
effects. For the depressed hospital patients the brought forward 
time was 1.95 years whereas for those in the community sample who 

became depressed in such a way as to meet the Present State 

Examination criteria for the diagnosis, the brought forward time _ 
was 2.18 years. Brown and Harris (1978) argue that such lengths of 
brought forward time are only compatible with formative effects. 

Also relevant to this claim is the fact that it only appears to be life 

events that occur within nine to twelve weeks of onset of depression 

that are significant. In earlier work Brown’s group had suggested 

that life events could produce depression a year, or even longer, 

after they had occurred and this earlier claim seems rather unlikely. 

The results on depression do contrast with the same author's 

findings for schizophrenia where the brought forward time is only 

ten weeks, and it is therefore argued that in schizophrenia events 

just act to trigger or precipitate onset. 

Whilst almost all the women in the study who had developed 
depression had experienced a severe life event or major difficulty 
Within the year covered by the investigation there were still a large 
Number who had suffered such experiences and yet who did not 
become depressed. One possibility is that there may be other 
factors operating that can make individuals more or less sensitive to 
the effects of provoking agents. In operational terms a factor that 
increases vulnerability should not significantly increase the 
likelihood of depression when it occurs on its own. However, where 
Provoking events occur their potency should be increased if the 
vulnerability factor is also present. From Brown and Harris's data 
Social class appears as being related to vulnerability in that lower 
Social class subjects were more likely to develop depression in the 
Presence of provoking agents. 

A number of specific vulnerabi 1 
absence of a close, confiding relationshi 
Usually such a relationship is provided wit 
relationship could be provided by a boyfriend o 
another woman. In addition not all married women have a 
relationship with their husbands that could be described as ‘close 
and confiding’. Other factors that could make the women more 
vulnerable appeared to be having three or more children younger 
than 14 living at home, loss of the woman’s own mother early in life, 
and lack of employment. Of all the vulnerability factors the absence 
ofa close, confiding relationship was the most significant since the 
Presence of such a relationship tended to neutralize the effects of 


lity factors emerged. One was the 
p with another person. 
hin marriage but such a 
r a friendship with 
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the other three vulnerability factors. The evidence showed a trend 
towards social class differences in the presence of vulnerability 
factors and this could at least partially explain the social class 
differences in the rate of depression. 

This account by no means exhausts the rich analysis provided by 
Brown and Harris (1978) although it does describe the most 
important features as well as those that have attracted the most 
attention. The really contentious feature of the study is that it 
purports to demonstrate that life events do have a substantial causal 
role in producing depression. Even if Brown and Harris’s data and 
interpretations are taken at face value, they certainly cannot prove 
that depression is caused solely by social factors. Genetic, bio- 
chemical and psychological factors were not taken into account and 
their contribution cannot be excluded. By the same token, investi- 
gations of possible biological and psychological mechanisms do not 
take social factors into account and so cannot exclude the possibility 
that the latter might also be of some significance. This point is worth 
making because a few critics of this work, especially some of those 
with a more biological bias to their thinking about depression, have 
reacted as if it represents an utter negation of their outlook. This is 
Just not so. 

One prominent line of criticism is well represented in a paper by 
Tennant et al. (1981). These authors raise a large number of 
criticisms of life events research in general though they only 
attribute some of them to the Brown and Harris (1978) work. In 
particular they claim some contamination of measures in Brown 
and Harris’s study. For example, things like employment status and 
the nature of the relationship with a spouse or lover are used to 
define the degree of threat in an event as well as serving aS 
vulnerability factors. It is also claimed that where indices of stress 
(or threat in the case of Brown and Harris) are used there is nO 
external criterion against which this can be validated. It is also 
alleged that very little of the variance in depression is explained by 
life events in the studies that have been done. At first sight this last 
point is a very important one but Craig and Brown (1984) argue 
quite convincingly that conventional estimates of the variance 
explained are quite misleading in this context and can considerably 
underestimate the true importance of life events. 

Whilst the criticisms offered by Tennant et al. (1981) and others 
of a similar mind do have some validity and, in consequence, 
suggest further methodological refinements for future research, it is 
debateable whether taking them into account would make very 
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much difference to Brown and Harris’s results or conclusions. 
When all is considered this study is very impressive and must be 
regarded as very much strengthening the case that life events can 
appreciably contribute to the production of depression. If it is 
rightly claimed that this study does not provide absolutely 
irrefutable proof then, in the absence of equally well derived 
contrary evidence, it should also be remembered that in fields like 
Psychology and psychiatry it is extremely rare for any single 
investigation to provide irrefutable proof of anything. This is so no 
matter how flawlessly executed an investigation may be. 

There are reports of a number of studies that have extended or 
Partially replicated Brown and Harris (1978). Costello (1982) in 
Calgarry and Solomon and Bromet (1982) in Pennsylvania have 
both carried out similar studies which have examined vulnerability 
factors. Solomon and Bromet (1982) found no evidence that being 
unemployed or having three or more children at home increased the 
tisk of having a depressive disorder in Pennsylvanian women. 
Similarly Costello (1982) showed no effects attributable to social 
class, number of children at home, or loss of subject’s own mother 
before 11 years of age. On the other hand, lack of intimacy with a 
Spouse or person in an equivalent relationship did result in an 
increased risk of depression in Costello’s study. It was just this 
Particular vulnerability factor that Brown and Harris (1978) found 
to be the most potent. a 

At best this is only partial confirmation of Brown and mer 
work. This difficulty in replication is not necessarily because any o 
these studies have produced incorrect results. It would not be very 
Surprising if there were marked cultural differences in the kinds of 
factor that might enhance vulnerability. Brown and Harris (1978) 
have hinted that they suspected that this might be the case since 
Brown and his colleagues had already started to extend their work 
by studying a sample of women on the remote island of North Uist 
in the Outer Hebrides. This section on the work of Brown and his 
Colleagues will therefore conclude with a brief description of these 
later studies. i 

It is difficult to imagine a bigger contrast between communities 
Within Britain than that of the Outer Hebrides and Camberwell. 
Whereas Camberwell is a decaying inner-city area of London and 
densely populated the Outer Hebrides are about as isolated and 
Predominantly rural a community as it would be possible to find 
Within the UK. Crofting and fishing are two of the main occu- 
Pations. The extension of the work to this Scottish community ` 
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therefore represents about as extreme a test of Brown’s general 
model as could be obtained. 

Brown and Prudo (1981) provide an outline of this Hebridean 
study and of some of the more important findings. The details of the 
methodology will not be given because these are similar to the 
Brown and Harris (1978) Camberwell study. The results again 
confirmed the importance of life events in the genesis of depression. 
One of the most interesting differences between the Hebrides and 
Camberwell lies in the vulnerability factors. In the Hebrides it was 
found that women who could be described as being well integrated 
into the traditional way of life had a reduced chance of developing 
depression and, unlike Camberwell, having middle-class status did 
not offer any protection. By ‘integrated into the traditional way of 
life’ Brown and Prudo mean being involved in traditional occu- 
pations, having traditional living arrangements (e.g. in crofts) and 
being participating members of the church. Again this backs up 
reports like those of Costello (1982) and Solomon and Bromet 
(1982) which have found that the Camberwell vulnerability factors 
do not apply in other contexts. As suggested earlier this is not very 
surprising and it could be that being well integrated into a small and 
closely knit community in the Hebrides could provide the kind of 
protection or support that would have to come from a close, 


confiding relationship for another individual in somewhere like 
Camberwell. 


Other work on life events and depression 


The work of Brown and his colleagues has been given considerable 
prominence because it is the most extensive and sophisticated. In 
this section some other lines of Tesearch will be described although 
it should be remembered that this other work is generally less 
adequate from a methodological point of view. A number of useful 
reviews also exist (e.g. Clayton, 1982; Lloyd, 1980a; 1980b; Paykel, 
1982; Tennant, 1983), each tending to cover a different aspect of the 
literature. This section can only Pick up a number of illustrative 
examples of the kind of work that has been done. 

One area that has received considerable attention is that of 
bereavement, especially being widowed, A number of studies hav 
shown that samples of depressed patients typically contain subjects 
with an increased incidence of childhood bereavement. This is most 
typically the loss of a parent before the time of puberty (see Lloyd, 
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1980a). This work will not be considered further because it is 
difficult to decide whether it is the identified event itself (i.e. the 
childhood bereavement) or other things that follow from this event 
that are significant. For example, loss of a father (by far the most 
common form of childhood bereavement) can result in the child 
being raised in altered and more straitened circumstances. 

An early study of the effects of bereavement during adult life is 
that of Parkes (1964). He looked at a large number of psychiatric 
hospital admissions of all types (in a total sample of over three 
thousand) and found that 2.9 per cent had experienced a recent 
bereavement. This figure is around six times more than would have 
been expected on the basis of demographic data. Bereaved subjects 
were particularly prone to depression. 

In a similar ay Frost and Clayton (1977) looked at 249 
Psychiatric in-patients with a range of diagnoses and a similar 
number of controls (orthopaedic patients). The overall level of 
recent bereavement was low. There was also no difference between 
the two groups with regard to the death of a first-degree relative in 
the period prior to admission. However, within the group of 
Psychiatric patients who had suffered such a loss there was a strong 
tendency for the diagnosis to be depression. j 

Recent bereavement therefore does seem to have some relation- 
ship with depression and many other studies confirm this (see 
Clayton, 1982). This relationship appears to be between recent 
bereavement and depression rather than with psychiatric disorder 
in general. In most cases this bereavement consists of being 
Widowed. With regard to loss of a partner there are indications that 
divorce does not have the same impact as bereavement. Briscoe and 
Smith (1975) compared three sets of depressed patients. One group 

ad been recently bereaved, another contained subjects a ; 
recent divorce, and the third was a control group that had suffere: 
no comparable recent upset. When the dependent variables Hees 
examined the divorced and control groups were very va F 
ereaved group had experienced fewer previous episo es 7, 
depression and had fewer family members with a history © 
depression or other psychiatric disorder. This 1s indirect evidence 
that bereavement has a bigger impact than divorce. In some ways 
this might be expected since in divorce there is usually a mutual 
€sire to end the relationship. On the other hand, divorce can ih 
Very disturbing experience. If the conclusion suggested by this study 
'S Correct, then the effect of being bereaved or widowed is not just 
© consequence of a general upset that might be produced by any 
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negative experience. The finding is then in line with that of those 
workers interested in the effects of life events who have particularly 
implicated events involving a loss. 

A final point with regard to studies of the effects of being 
bereaved or widowed is whether the consequences are really the 
same as depression as it is normally encountered in clinical 
populations. No one can seriously doubt that bereavement can 
cause grief and unhappiness but it is a moot point as to whether 
these emotions constitute the psychiatrist’s concept of depression. 
Clayton (1982) has discussed much of the relevant evidence. In one 
study (Clayton and Darvish, 1979) it was found that a high 
proportion of those recently widowed experienced symptoms 
commonly associated with depression. A month after bereavement 
anumber of somatic symptoms linked to depression can be detected 
but these have diminished considerably by the time that a year has 
elapsed. In contrast the more psychological symptoms show a 
stronger tendency to persist. 

Clayton et al. (1972) looked at a sample of a little more than a 
hundred people who had been widowed recently. Using the 
Feighner criteria, twenty-two were definitely depressed and 4 
further sixteen were probably depressed. Comparing these thirty- 
eight with the rest revealed relatively few differences. They did not 
differ on variables such as the length of the spouse’s terminal illness 
or a previous history of depression. The differences that did emerge 
were in certain features of mental state (e.g. feeling hopeless OF 
feeling a burden) and fewer of those considered to be depressed 
were closely supported by their children. 

There is, therefore, quite an appreciable overlap between the 
clinical features of depression and the consequences of bereave- 
ment. Despite this overlap some quite consistent differences do 
emerge. Clayton (1982) comments that in her extensive series Of 
studies of those who have been bereaved or widowed retardation iS 
extremely rare and that she has never encountered a subject who 
could be described as having a ‘retarded depression’. Suicidal 
thoughts are also very unusual in the bereaved whilst they are quite 
commonplace in samples of depressed patients. Whilst feelings of 
guilt can be present after bereavement they differ in quality fro™ 
those encountered in depression. After bereavement guilt relates tO 
things that were not done for the deceased during the time leading 
up to death. What is not found is the pervasive sense of guilt which 
can involve almost anything and everything that occurs in clinica 
depression. The exact relationship between grief after bereavement 
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and clinical depression is not clear. The importance that is placed on 
the differences between the two will determine just how significant 
the evidence from bereavement is considered with regard to 
questions about the relationship between life events and depres- 
sion. 

Both Lloyd (1980b) and Tennant (1983) have pointed to the 
undoubted problems inherent in retrospective studies and have 
stressed the need to examine prospective studies where samples are 
followed for appreciable lengths of time. Studies of this kind were 
then reviewed by Tennant (1983). Although Tennant considers 
these studies as better indicators of the impact of life events the 
investigations reported so far tend to be concerned with psycho- 
logical symptoms in general rather than with a specific disorder such 
as depression. This is unfortunate because many of the leading 
authorities have suggested that the role of life events is particularly 
marked in depression. If life events play little or no part in the 
Creation of other types of disorder then any effect on depression 
May be difficult to distinguish against the noise produced by 
Including all the other signs and symptoms. 

Two illustrative studies will be described. Grant et al. (1982) 
Studied a large number of male subjects almost half of which were 
Psychiatric out-patients with various diagnoses and the rest being 
Psychiatrically normal. Every two months subjects filled in two 
Scales, one to report significant life events and the other to record 
Symptomatology. The resulting data was subjected to a complex 
Mathematical procedure (Fourier analysis) and this suggested five 
different types of event-symptom relationship. Only one of these 
types of relationship corresponded to a possible causal relationship 

tween events and symptoms and this accounted for only 9 per 
Cent of the total sample. Whether this 9 pet cent were depressed is 
not reported. 

Andrews (1981) had 407 subjects 
Practice in Sydney. These completed 


mate (GHQ) at the start of the stu HC ans 
CTeening instrument often used to indicate psychiatric morbidity in 


Psychiatric studies of this kind. At four, eight and twelve months 
ale to record life events was 


hip between life events and 


Symptoms but this was considerably attenuated when life events 
Were related to symptoms that persisted from one testing to the 
Bae Andrews concludes that in people already reasonably well 
Ymptoms do emerge after life events but are of short duration. 


who were attending a family 
the General Health Question- 
dy. The GHQ is a general 
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Symptoms that persist are more determined by other factors. An 
alternative explanation that might also fit the data is that life events 
do lead to the creation of symptoms, but, once symptoms have 
occurred, their duration is governed by other things and not the life 
events that caused them. 

In his review Tennant (1983) draws attention to another point. 
Although life events may emerge as having some effect the 
magnitude of this effect is small. As was described earlier this may 
depend on how the size of the relationship is measured and Craig 
and Brown (1984) have argued that the usual measures of variance 
explained may be misleading in this context. In addition there are 
other reasons why research of life events may give a misleadingly 
low estimate of their importance. In the prospective studies that are 
particularly favoured by Tennant (1983) the concern has been with 
all kinds of psychological symptoms. Restricting consideration to 
depression might yield stronger results since there is evidence that 
the role of life events and social circumstances is not the same in 
depression as in schizophrenia (Brown and Harris, 1978) or possibly 
even in neurosis in general (Henderson et al., 1981). 

Another feature that will reduce the size of any observed 
relationship is the dependence of empirical studies on events like 
bereavement and being made redundant which can be established 
projectively and which would be universally regarded as adverse- 
Something like the death of a pet, which would be an event that 
most people could take in their stride but which might be a major 
upset for a few, generally would not get counted as a potentially 
significant life event by workers like Brown and Harris (1978). TO 
some extent events whose impact might vary from person to person 
can be taken into account by looking at the contextual threat that 
they pose (e.g. if the subject is blind and the pet is also his guide dog 
then this has different implications than if the subject is sighted and 
the pet has no obvious functional role in the person’s life). 
Nevertheless, even this added sophistication means that many 
events of possible importance, but whose exact role in relation tO 
the individual remains ambiguous, have to be left out of consider- 
ation in the service of methodological rigour. To put the whole thing 
the other way round, the reported investigations can set the 
minimum size of the relationship between life events and de- 


pression; they do not reveal what the real size is unless other 
assumptions can be made. 
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The idea that adverse life events can lead to psychological disorder, 
especially depression, makes intuitive sense. To some degree this 
notion is enshrined in the belief systems and experience of most 
people. Demonstrating that this simple proposition is true is fraught 
With difficulties and it is unlikely that a final answer has yet 
emerged. 

On balance the evidence seems to support the common sense 
view that adverse life events can help to produce clinically 
Significant depression. Despite Brown and Harris's (1978) sophisti- 
cated statistical arguments it is far from finally established whether 
the effects of life events are formative (i.e. causal) or if they just 
Precipitate or trigger something whose fundamental cause lies 
elsewhere. Brown and Harris are about the only major investigators 
to address this question squarely and the indications are that life 
events do have a formative role. l 

This chapter has looked at life events as they relate to depression. 
The role of these events, and the social factors that enhance 
Vulnerability to them, may vary considerably in other psychiatric 
disorders, As has already been mentioned Brown and Harris (1978) 
found that their brought forward time measure suggested that 
events only had a triggering effect in schizophrenia. Others have 
looked at the role of social factors in neurosis in general. Henderson 
et al. (1981) identified social relationships as being a key factor in 
neurosis, However, it is not the availability of social relationships 
that was significant but the adequacy of these ig aaa 
Viewed through the eyes of the neurotic subject. Unli r ; e 
depressed women in Camberwell, where it was the absence ofc o 
relationships that enhanced vulnerability to the influence of ag 
Events, Henderson et al.’s neurotic subjects seemed unable to make 
800d use of the relationships open to them. l 
_ Findings like Bian and Harris" (1978) and Costello's ee 
indicating the importance of a close confiding relations iip, an at 
of Brown and Prudo (1981), indicating the desirability o are w : 
integrated into the local community, suggest possible naa © 
intervention to help those prone to psychiatric disorder. En ee 
the social support available or, in the case of neurotic patients of the 


ind studied by Henderson et al. (1981), training them in the skills 


Necessary to elicit the support potentially available in their environ- 
Ment, may have beneficial effects (see Winefield, 1984). Space does 


120 Investigating Abnormal Behaviour 
not permit this issue to be followed here but a related topic, that of 


the impact of family relationships on schizophrenics, will be 
discussed in Chapter 13. 


8 Treatment: 
‘Relationship’ Therapies 


Unlike most other branches of psychology, a major concern of 
abnormal psychology is the modification and amelioration of the 
Phenomena under study. Not only is treatment an issue of extreme 
Practical importance but the successful modification of abnormal 
behaviour can often provide insights into fundamental mechanisms 
which determine and control the behaviour. This chapter and those 
that immediately follow will describe some of the major methods of 
treatment and discuss a number of important issues that arise in 
attempting to evaluate their effectiveness as well as the processes by 
which they are purported to work. The focus will be almost entirely 
On psychological treatments but a brief account of biological 
treatments is also included for comprehensiveness and because 
these will be referred to at a later point. 

There are a large number of different types of 
treatment with each based on its own rationale n 
bizarre it may appear to non-initiates (Corsini, 1981). The present 
descriptions will be confined to four highly influential therapeutic 
Schools. Two of these, psychoanalytic therapy and humanistic 
Psychotherapy, to be discussed in this chapter, focus on the 
relationship formed during therapy Whilst the other two, systematic 

€sensitization and cognitive therapy, the subject of the next 
chapter, place the emphasis on providing the client with explicit 
‘treatment prescriptions and tend to regard the therapeutic relation- 
Ship as being somewhat incidental. These two classes of therapy will 

€ referred to here as relationship and action therapies. 
In considering the descriptions of the four different schools of 
therapy it should be kept in mind that the major schools tend to 
Svolve in their underlying thinking and to diversify, throwing off 
Variants or even actually splintering into separate subgroups. The 
Ollowing discussion will aim to deal with the basic features of the 
Schools in question rather than covering all the different manifest- 


psychological 
o matter how 


122 Investigating Abnormal Behaviour 


ations or the differences in emphasis that may exist between people 
espousing the same basic principles. 


Psychoanalytic therapy 


Psychoanalytic ideas are by now so much a part of Western culture 
that it is difficult to appreciate their impact on thinking related to 
psychotherapy. Freud, the prime mover in psychoanalysis, was a 
prodigious writer on a wide range of topics. These varied from 
issues in neurology, in his early days, to biographical analyses of 
literary and historical figures. His major writings are concerned 
with an account of mind and behaviour, with special reference to 
their abnormal manifestations, and are set within a developmental 
framework. His theory of psychological development and his work 
on the treatment of abnormal behaviour are closely interwoven and 
it is beyond the scope of this book to deal with them in anything but 
the most perfunctory manner. All that is offered is an outline of the 
main features of psychoanalytic treatment. This will be done mainly 
by examining Freud’s early psychoanalytic writings in which many 
of his later ideas are available in embryonic form. (Extended 
accounts of Freudian theory can be found in Farrell, 1981 and 
Wollheim, 1971.) It should also be noted that ‘psychoanalysis’ 
tefers to a form of treatment that is avowedly Freudian. The terms 
‘psychodynamic therapy’ or ‘psychoanalytic therapy’ are used to 
imply that the general methods and ideas from psychoanalysis are in 
use in treatments which are not strictly Freudian. 

Studies in Hysteria is Freud’s earliest book, which he produced in 
conjunction with the neurologist Breuer, in 1895. In this book they 
reported a number of case studies of hysterical patients who were 
apparently more or less cured by psychological methods. Hysterical 
disorders are characterized by complaints of physical discomfort, 
pain or malfunctioning for which no organic cause can be found. 
Freud and Breuer’s patients complained of pains in their limbs and 
paralysis, amongst other things. 

In the nineteenth century physicians had made considerable 
inroads into explaining psychological phenomena by physical 
events. A rudimentary understanding of states such as stupor and 
confusion was widely established (Berrios, 1981; Ellenberget: 
1970). In contrast to these, there were two phenomena of great 
interest to the medical world that remained untouched and thes 
were hysteria and multiple personality. Charcot had demonstrated 
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that he could produce symptoms which resembled hysteria using 
hypnotic suggestion. By making post-hypnotic suggestions he could 
induce the prescribed behaviour when the subject came into contact 
with a ‘trigger’ while in full consciousness. For example a subject 
could be hypnotized and told that when he was next touched on the 
back, his left arm would become paralysed. He was of course also 
later told to forget this instruction given in hypnosis. These 
demonstrations were primary evidence for the view that overt 
behaviour might be ‘caused’ by cognitive and emotional factors of 
which the person was unaware. This view was not particularly new 
and it was commonly held in the early nineteenth century that 
hysteria was produced by chronic sexual craving and frustration. By 
the time that Freud began to practise, this view had been modified 
by Briquet who declared that any violent unfulfilled emotion could 
induce hysteria. It was Freud who was responsible for taking this 
basic idea and elaborating it to provide an apparently compre- 
hensive account of the genesis and control of emotion and its causal 
influences on behaviour and feelings. 

Freud’s interest in treating hysteria was stimulated by an account 
of Breuer’s treatment of ‘Anna O’ between 1880 and 1882. Breuer 
recounted how he had managed to remove Anna O's various 
hysterical symptoms by getting her to recall under hypnosis events 
of an emotional nature that had occurred at the onset of the 
symptom. Freud and Breuer noted that mere recollection of the 
Original event was insufficient to provide a cure. They held that it 
Was necessary for the patient to describe the event in detail and to 
arouse and experience the accompanying affect. The aim of therapy 
Was therefore to discover and bring into consciousness painful and 
forgotten memories. ' 

This aim is still one of the basic goals of the psychodynamic 
therapies although what has to be recovered and brought into 
consciousness has extended beyond a single traumatic memory- 
Indeed in Freud’s own early therapy with hysterics recorded in 
Studies in Hysteria he began to note that very often the crucial 
Unconscious event was not a memory of the situation surrounding 
the Onset of the symptoms, but was often an unacceptable idea or 
impulse to do something and for which the person had strong 
feelings of revulsion or disgust. From these clinical observations 
Freud came to formulate his theory of infantile sexuality in which 
infants are credited with strong sexual and aggressive feelings 
towards their parents. These feelings cannot be shown for fear of 
Punishment or disapproval so the infant learns to repress them to 
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prevent him feeling what the psychodynamic therapists call psycho- 
logical pain. The methods of repression were described and 
classified by Freud. 

A further early observation of Freud’s was the importance of 
symbolism in the symptoms of his patients. For example, 
‘Katharina’ suffered from bouts of vomiting which Freud 
interpreted as being a substitute for feelings of moral and physical 
disgust. In Katharina’s case the disgust was focused on memories of 
having seen a couple in the act of sexual intercourse and of a time 
when an uncle had got into bed with her with the apparent intention 
of seducing her. In fact Freud later revealed that the ‘uncle’ was 
actually Katharina’s father. 

Symbolism has become one of the major features of psycho- 
dynamic therapy and its major role is seen in the analysis of dreams. 
The Freudian theory of dreams hinges on the proposition that 
dreams are a disguised fulfilment of a suppressed or repressed wish. 
The wishes themselves are determined by the unconscious conflicts 
produced by strong impulses faced with the requirement that they 
should not be acted upon. Because these impulses are so psycho- 
logically dangerous they are rendered relatively harmless by what 
Freud terms ‘dream work’. What actually appears in the dream and 
all that the person can recall on waking is the manifest content of the 
dream which has been transformed from its latent content. The 
therapist’s main job is to discover what the latent content of the 
dream is and thereby gain access to the patient’s hidden conflicts. 

There are other ways of discovering hidden conflicts. Initially 
Freud used hypnotic methods to get at forgotten memories but in 
his early cases he noticed that it was very difficult to induce hypnosis 
in some patients. Furthermore, others flatly refused to be hypno- 
tized. He tried a technique of suggestion whereby he placed his 
hand on the patient’s forehead and told them that when he pressed 
down they would experience a recollection. This too failed to give 
consistent results. Eventually he began to employ the now standard 
technique in which the patient is merely instructed to say whatever 
comes into his mind. This is the method of ‘free association’ - 

As this latter method was evolving Freud noticed that patients 
seemed to show a reluctance to speak, although to him they were 
obviously emotionally distressed. In the first cases Freud seems tO 
have dealt with this problem in an authoritarian way by reminding 
the patient that they were under an obligation to tell him what they 
were thinking. It soon became apparent that this reaction could be 
counter-productive and the patient could show tremendous resist- 
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ance to therapeutic endeavours. The eventual solution was not to 
regard resistance as a therapeutic nuisance but to turn it on its head 
and use it as a therapeutic tool. It now became something for the 
patient and therapist to examine because it could give information 
about the underlying conflicts. The notion of resistance has 
remained central to psychodynamic psychotherapy. 

The information obtained from such things as the patient’s 
dreams and free association is sifted, sorted and ordered by the 
analyst to produce hypotheses about the original cause of the 
symptoms. Analysts will have to produce many such hypotheses to 
retrace the supposed causal route from the original impulses to the 
symptoms. They aim to trace and uncover the defences and 
resistances which the patient has erected over what may be many 
years. These obstacles are overcome by interpreting the patient’s 
behaviour to him. Lay persons often have a vision of the analyst 
remaining silent until the time is ripe for the delivering of a single 
Momentous interpretation which solves everything. This is then 
thought to be followed by the patient instantly acknowledging the 
therapist’s wisdom with relief, whereupon the symptom disappears 
and the patient is cured. 

In real life things are far from this eas 
remain unsure about the links between t 
the information which he gleans from free as 
Methods. He will often begin by making tentativ c 
are refined as he gains new information including that derived from 
the response to the original interpretation. Secondly, there is rarely 
a single interpretation to account for all the person’s symptoms. 
Freud also noted that patients often failed to relinquish a symptom 
even though they had accepted an interpretation as valid. He 
Concluded that symptoms were overdetermined by which he means 
that a single symptom might have its origin bound up in many 
Separate memories and impulses. Each of these has to be worked 
through by the analyst carefully tracking them, developing 


Ypotheses, and interpreting the connections. 


y. Firstly, the therapist may 
he patient’s symptoms and 
sociation and other 
e suggestions which 


Transference 


Perhaps the most important discovery made by Freud in his early 
Cases was the nature of the relationship between the patient and the 
therapist. The fact that patients become emotionally attached to 

€ir therapists was not of course new to Freud or to medicine in 
eneral. Indeed this relationship had been exploited for generations 
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(Ellenberger, 1970; Frank, 1973). At the end of Studies in Hysteria 
Freud used the term ‘transference’ to refer to the feeling which the 
patient might place on to the therapist because of his unconscious 
problems. This can be illustrated by Freud’s own example: 


In one of my patients the origin of a particular hysterical symptom lay ina 
wish, which she had had many years earlier, and had at once relegated to 
the unconscious, that the man she was talking to at the time might boldly 
take the initiative and give her a kiss. On one occasion, at the end of a 
session, a similar wish came up in her about me. She was horrified at it, 
spent a sleepless night, and at the next session, though she did not refuse 
to be treated, was quite useless for work. After I had discovered the 
obstacle and removed it, the work proceeded further. [p.390] 


Although transference is often used loosely to refer to any 
feelings which the patient may have for the therapist it should more 
properly be reserved for the feelings arising from fundamental 
unconscious conflicts. Psychoanalysts propose that during therapy 
the patient’s behaviour and feelings towards the analyst are in some 
way a recreation of earlier patterns of behaviour which were present 
at the time that the conflicts were formed. During the critical period 
when a child is learning to control and suppress its impulses the 
parents are the most prominent figures in its life. Psychoanalytic 
theory holds that during therapy the therapist comes to represent, 
and to be treated like, the parent. Therapy also aims to exploit this 
process. By interpreting the relationship between therapist and 
patient, known as the transference-parent link (Malan, 1976), the 
therapist and patient can arrive at an understanding of the original 
cause of the conflict and understand the conditions under which the 
original impulses were repressed. The interpretation of the trans- 
ference is a long process and subject to resistance. 


The therapeutic relationship 


Why should the patient treat the therapist as if he were a parent? 
Why is the therapist not treated like any other person to whom 
strong emotional attachments may not necessarily be made? The 
analysts’ answers to these questions are twofold. Firstly, patients 
may relate to others in ways which reflect their relationships with 
their parents. Frequently these relationships with others af 
unsatisfactory because they may be destructive and riddled with 
guilt, hate, intense love, jealousy or other feelings. Feelings present 
in the original conflict become a basis for a habitual way © 
responding to others. People may avoid these feelings by changing 
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their relationships with others or by avoiding any close relationship 
at all. More often they will erect ‘defences’ by adopting such 
patterns of behaviour as being jokey and comical which will serve to 
prevent them feeling the full force of the relationship. 

The second reply is that there are features of the interaction 
between patient and therapist which prevent the patient from 
establishing his normal pattern of behaviour. The patient is 
required to stick to the basic rule of therapy by saying whatever 
comes into his mind. The therapist may or may not respond to any 
Particular statement. He is relatively passive and does not act as if 
he were entering into a conversation in which he takes equal 
Tesponsibility for maintaining the flow of communication. In 
Classical analysis the patient and therapist do not face each other; 
the patient is recumbent and the therapist sits out of sight. In this 
Way the normal non-verbal cues used to control and maintain 
interactions are eliminated. Where patient and therapist do face 
each other the therapist may adopt a ‘dead pan’ expression with the. 
Same intent of removing non-verbal cues. Therapists will rarely give 
a direct answer to a patient’s questions. Instead they might reflect 
about why the patient thinks that the question is important. 

herapists will also not probe issues by direct questioning. 

These features do not allow the patient to discover what the 
therapist thinks about him or what his views are on any particular 
ISsue, The patient is therefore prevented from adapting his 
behaviour in the way that he might normally do in order to maintain 
Social interaction and intercommunication. Farrell (1981) describes 
the equity of the interaction as being governed by two rules. The 

tst of these is indeterminateness, whereby the patient is unable to 
discover the therapist’s attitudes or values, and the second is non- 
ontradiction, in which the therapist will not respond to criticism or 
challenges to his authority or behaviour. 
his type of interaction is of course subjectively uncomfortable 
and Potentially anxiety-producing for the patient. In consequence 
e is forced to adopt a strategy in which he reverts to his own 
Undamental attitudes as a framework for understanding his current 


Xperience, These efforts are likely to be what the analyst would call 
the patient’s earlier 


€ patient will also tend to seek reassurance an 


rapist that he is behaving appropriately as well as seeking the 


iP? > 
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analyst’s approval for his behaviour. It is not surprising that under 
these conditions the patient becomes emotionally attached to the 
therapist. It is this relationship that the analyst will focus on and 
interpret with the aim of letting his patient rediscover and rework 
the basic underlying conflict. 


Negative and Counter-transference 


There are two other notable features of the interpersonal relation- 
ship in psychoanalysis and psychodynamic therapies. One concerns 
the feelings that arise in the patient towards the end of treatment. 
These feelings are often characterized by anger and hostility 
towards the therapist because of impending loss. This part of the 
relationship is known as negative transference and is dealt with by 
the usual procedures of interpretation. At this point in therapy the 
aim is to allow the patient to separate from the therapist in a Way 
that leaves the patient psychologically intact and able to stand 
alone. The analogy is drawn with previous experiences of separ- 
ating from other people, usually parents, under unfavourable 
conditions such as those produced by unresolved conflicts. The 
therapist can then use the material which the patient brings up in the 
sessions to help the patient resolve these remaining problems. 

The second feature, counter-transference, is of significance 
because it has practical implications for the training of therapists. 
Psychoanalytic treatment makes an emotional and intellectual 
demand on the therapist, as do all other therapies. But because the 
treatment relies so heavily on the relationship between the patient 
and the therapist there is a risk that the therapist’s own personality 
and feelings will interfere with his clinical judgement:and involve- 
ment with the patient. This is the counter-transference of the 
therapist. In order that the therapist should become aware of his 
own blind spots he is usually required to undergo a prolonge 
period of training in which he himself is analysed. This can be an 
expensive and time-consuming enterprise. In practice it means that 
few analysts can be trained. Many psychoanalytically derived 
therapies have similar training requirements but these are often not 
equivalent to a full analysis. 


Summary 


The basic assumptions made by psychoanalysis about psychological 
symptoms and their treatment are: 
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(a) Symptoms are adopted to protect the patient from a more 
disturbing aspect of his personality. 

(b) The cause of this disturbance is usually a conflict between an 
unexpressed impulse or idea and the need for the person to 
express it. 

(c) The conflict arises early in the person’s life and is usually 
formed in relationships with parents or significant others. It 
is also often concerned with repressed sexual impulses. 

(d) The goal of therapy is to discover the nature of this basic 
conflict and to allow the patient to re-experience and re- 
work the emotions which it induces. 

(e€) The therapist’s task is made difficult because the patient is 
resistant to revealing the origins of the conflict because of the 
psychological discomfort associated with it. 

(f) To overcome this problem the therapist employs three basic 
tactics which are free association, interpretation and trans- 
ference. 


Research in psychoanalysis 


d the course of treatment became 


As psychoanalysis was develope 1 
ere treated in a matter of 


longer and longer. Whereas early cases W! 
Weeks or months it now requires many sessions, at a rate of four or 


five per week over a period of three to four years, for a complete 
analysis. Historically the type of patient treated has also shifted 
from hysterics to patients with general neurotic and interpersonal 
Problems. Thus in its full form psychoanalytic treatment IS 
Extremely expensive and limited in both the number of people and 
the range of problems to which it can be applied. Some attempts 

ave been made to overcome these limitations. It is clear that 
Psychoanalysis has little to offer those suffering from major 
Psychoses and most analytically oriented therapists will not 
Consider such problems for treatment. An interesting exception to 
this is a psychoanalytically based model of paranoia developed by 

olby. This model has been translated into a computer ‘game’ 
Which has successfully passed a weak form of Turing’s test (Colby et 
al., 1979: Heiser et al., 1979). Thus far there is little evidence that 
Psychoanalytic treatment based on Colby’s theory of paranoia is 
effective, Colby himself has suggested that some variant of the 
Cognitive-behavioural treatment model (see pages 153-60) might be 
appropriate. 


Generally speaking psychoanalytic therapists have eschewed 


130 Investigating Abnormal Behaviour 


research into both the process of therapy and its effectiveness or 
outcome. Process research is concerned with investigating the 
factors in treatment that are putative causes of its effectiveness. 
Outcome research deals with the relative effectiveness of different 
types of therapy. (These points will be taken up in greater detail in 
Chapters 11 and 12.) Research into psychoanalysis has also been 
hampered in a number of ways. Freud himself seems to have been 
sceptical about the possibility and value of research of any sort. He 
believed that it was impossible to aggregate people with different 
problems. He also drew attention to the difficulty of measuring 
outcome from within a psychoanalytic framework. There are also 
problems of duration and permanence of treatment effects with the 
possibility of superficial cures in dissembling patients (Freud, 1922). 

There are other problems that make research difficult. Firstly, 
psychoanalysis is a very long treatment and it would be difficult to 
contemplate establishing and maintaining control groups over the 
time period required. Secondly, it is difficult to know what are the 
necessary and sufficient conditions for the effectiveness of treat- 
ment. In addition crucial events like interpretations, transference 
Or resistance are not encapsulated occurrences taking place in one 
Session. They are cumulative and dependent upon the judgement of 
the therapist. Thus it is difficult to standardize the course and 
content of therapy. Experimental manipulation of the content of 
the therapist’s activities in such a way that it would be acceptable to 
the practitioners and retain the feel and characteristics of analysis is 
virtually impossible. 

Finally, there is a technical problem in handling the vast amount 
of raw data arising from treatment sessions. At a very basic level of 
investigation transcripts of each session must be made and the 
content coded in a reliable way by two or more judges. In simple 
economic terms the cost of such a venture would be enormous. It 
would take many man-years of research time to collect what could 
be regarded as a statistically reasonable sample of patients. 
Although there are now a number of data pools of sessional 
transcripts of patients in Psychoanalytic treatment (Luborksy and 
Spence, 1978), most research on psychoanalytic treatment has 
focused on shorter-term treatment. It has rarely involved direct 
observation of patient therapist interactions or, where this has bee? 
undertaken, only a few sessions or patients have been monitored. 

Most of our knowledge of the process of analytic therapy comes 
therefore from the first-hand reports of the therapists themselves: 
These reports could offer reliable and accurate accounts of the 
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content of treatment but it is more plausible to regard them as 
reflecting the reconstructions of the therapist using his memory 
codes and schema which are, of course, analytic in nature. This 
makes it very difficult for a researcher from another theoretical 
Persuasion to retrieve the actual content of sessions and to 
reconsider them in the light of another theory. The comparative 
investigation of the process of psychoanalytical psychotherapy is 
therefore an extremely rare event. 


Malan’s brief psychotherapy 


Despite the problems of investigating psychoanalytic therapy some 
researcher clinicians have persisted and begun to try to test the 
validity of psychoanalytic hypotheses. David Malan has reported 
two series of cases in which he and his colleagues attempted to 
answer a number of questions (Malan, 1963; 1976). The main 
practical issue was whether it is possible to conduct a form of brief 
Psychoanalytic therapy which would be successful. Malan ee 
that therapy had tended to become longer as successive ‘facts’ such 
as resistance, transference and so on had been discovered. He also 
Observed that previous attempts to shorten therapy had ended in 
failure with the innovators gradually ‘rediscovering in the end the 
technique of psychoanalysis itself (Malan, 1963). Malan investi- 
gated which patients were most suitable for brief treatment, which 
techniques should be used, and what kind of therapeutic outcome 


might be expected. 

The basic findings were that it is p 
therapy to give a successful outcom 
unsuitable, Two sets of criteria were use c 
One came from the corpus of wisdom of colleagues and involved the 
absolute rejection of people with certain psychiatric diagnoses and 
Clinical histories, e.g. chronic alcoholism, chronic phobic and 
obsessional symptoms, long-term hospitalization and more than 
One course of electroconvulsive therapy (ECT). (This list actually 
excludes a significant number of people in psychological distress 
who might seek therapy.) The second set of criteria were derived by 
More empirical means. When patients had been selected for 
treatment their final outcome scores were related to their character- 
istics on admission to treatment. Suitable patients were those witha 
focal problem and who were willing and able to work in a 
Psychological way. By this is meant that they think of their problems 
as being psychologically produced and can cope with the emotional 


ossible for brief psychoanalytic 
e but that certain patients are 
d to determine suitability. 
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consequences of therapy such as handling interpretations. 

A key feature of Malan’s work was a very thorough psychiatric 
and psychodynamic assessment period of three sessions. During 
this time, projective tests were administered. At the end of the 
assessment period the research team constructed individual psycho- 
dynamic hypotheses. These hypotheses attempted to relate the 
patient’s symptoms, what was known of the life history, especially 
those portions concerning parents and early upbringing, and the 
material obtained from the projective tests. The hypotheses also led 
to a set of outcome criteria which had two basic features. These 
were, firstly, that the patient’s symptoms should be removed and, 
secondly, that the underlying conflict, or purported disturbance 
between the patient and his parents, should be resolved. 

Malan’s descriptions of what would qualify for successful treat- 
ment makes interesting reading because he includes quite specific 
information. For example, it was predicted that one patient should 
be able to ‘tolerate all kinds of strong emotion without feeling it as a 
weakness. He should be able to express his own needs particularly 
with his wife. This should include warmth, tenderness and sexual 
feeling, with evidence that she is happier and more satisfied. At the 
same time he should be able to retain and make use of the strength 
and determination he has developed’ (Malan, 1976, pp. 167-8). 

At the completion and follow-up of treatment, ratings of 
Outcome were made by different investigators. The agreement 
between the raters was reasonably high. The relationship betwee? 
various types of interpretation and outcome was examined. In both 
of the series the presence of a successful interpretation of the 
connection between the transference and the patient’s feeling for 
his parents was positively correlated with successful outcome- 
Unfortunately these ratings of the transference/parent link seem to 
have been made by one investigator only (Malan himself) and there 
is no evidence on the reliability of his judgements. It is also the case 
that only one or two correlations emerged as statistically significant 
although many were computed. It must be expected that one out of 
every twenty correlations will be ‘significant’ at the 5 per cent level 
by chance alone. 3 

Malan’s work is a good example of research into psychoanalytic 


psychotherapy. His books give a wealth of clinical detail and convey . 


the richness and complexity of the psychoanalytic approach. He 
also makes a serious attempt to deal with the measurement © 
outcome from a psychodynamic point of view, Despite this the wo" 
is methodologically weak. Few of the scales used have been 
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systematically evaluated. Judgements are based on the therapists’ 
reports of sessions and not on recordings. The research design is 
correlational with no attempt to manipulate theoretically important 
variables in a systematic manner. This reflects a dilemma for any 
practising clinician researching the effects of his treatment in that he 
is justifiably reluctant to withhold what he regards as a thera- 
peutically beneficial intervention from his patient. In terms of 
deciding whether the brief psychotherapy offered by Malan and his 
colleagues really is effective there is no satisfactory evidence 
provided on the basis of which a decision could be made. In the 
absence of control groups who were not treated or given an 
alternative treatment it is not possible to decide whether Malan’s 
Patients improved because they were treated or if they would have 
improved anyway with the passage of time. This particular question 
will be taken up in greater detail in Chapters 10 and 12. 


Humanistic psychotherapy 


In contrast to the deterministic view espoused by psychoanalytic 
theory the humanistic schools of psychotherapy propose that 
People are potentially rational and have the freedom to make 
choices which will lead to an improvement in their psychological 
Wellbeing. The purpose of therapy is to help people to appreciate 
the responsibility which they hold for their own behaviour. Therapy 
aims to get them to look at the alternatives that face them, and to 
improve their self-reliance. Implicit in this view of man is a rejection 
Of the immutable power of the unconscious and of the emphasis on 
People necessarily being slaves to their past. There is also an explicit 
attempt to dissuade people from invoking special help from other 


Sources such as a deity. 

Many exponents of humanistic | 
Propose that the activities of people can be construed as being 
governed by a single motive to ‘self-actualize’. This is a rather 
Nebulous concept and not easily defined. Basically it refers toa 
tendency for the individual to act to preserve and maintain himself. 
At the simplest level this is expressed in the active seeking of food 
and drink. At a more complex level people strive to gain and 
Maintain the love or affection of others. The developmental aspect 
Of self-actualization is crucial to its understanding. It is suggested 
that an individual constantly strives to order his activities by a 
Variety of means to achieve self-government, regulation and 


forms of psychotherapy also 
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autonomy. Theorists point to the progressive autonomy of children 
as an example of this motivation. 

A number of authorities have put forward different forms of 
humanistic therapy, e.g. Frankl (1962), Maslow (1962), May (1960) 
and Perls et al. (1951). Although these may differ quite widely in 
their particular prescriptions for therapy they do tend to share a 
number of features. To some extent they all concentrate on ‘the 
here and now’ (their jargon). That is, they encourage the client to 
concentrate on what is happening in his life at the time rather than 
considering the possible historical origins of any symptom. In this 
sense the therapies are decidedly ahistorical. The purpose of a 
session is to encourage the client to engage his feelings, tO 
experience them more fully, and to consider their implications for 
his present and future behaviour. This must be contrasted with the 
insight orientation of psychoanalytic therapy where the patient is 
helped to link his present behaviour to historically derived conflicts 
between ‘primitive wishes’ and the need to control them. 

A further feature of these therapies is that many adhere to 4 
phenomenological view of man. They insist that the client must be 
understood within his own frame of reference rather than one 
imposed by the therapist’s preconceived theoretical notions. Again 
in contrast to psychoanalytic treatments, the therapist may take a 
more active part in eliciting, encouraging and guiding the client 
during sessions. He may also deliberately try to suspend normal 
Social conventions during therapy in order to force the client to 
focus on his own resources and thereby produce material which he 
would not normally be aware of or wish to consider. 

It will have been noticed that the terminology used has switched 
from discussing the ‘patient’ to considering the ‘client’. This IS 
because humanistic therapists typically use this term and it reflects 
their interest in positive mental health rather than psycho- 
pathology. In fact many of the clients dealt with by humanistic 
therapists have been people who have not had contact with 
psychiatric services and who would not fit into any formal diagnostic 
category. However, there are notable exceptions to this. For 
example, one of the best known of this group of therapists, Carl 
Rogers, investigated the effects of his non-directive therapy 0” 
schizophrenics (Rogers et al., 1967). 


The client-centred therapy of Carl Rogers 


In order to look at humanistic therapy in greater detail it has bee? 


a 


i A 
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decided to concentrate on the work of Carl Rogers. This is not 
because his type of therapy is necessarily better or more effective 
than the others, but because Rogers was the first theorist to specify a 
set of conditions which he thought were necessary and sufficient for 
individual change. He suggested that in as far as certain conditions 
were present in a therapy (warmth, empathy and genuineness), 
then that therapy would be effective. He and his colleagues were 
also the first to investigate what went on in therapy by making audio 
recordings of sessions and correlating their content with outcome 
(Kirschenbaum, 1979). Before looking at warmth, empathy and 
genuineness and the way in which these might relate to change it is 
necessary to take a step backwards and look at Rogers’s theory of 
Personality. 

Rogers’s view of personality can be set out as a series of 
Propositions (Rogers, 1951). He subscribes to the basic phenomen- 
ological tenets of the humanistic approach and to a single unifying 
Self-actualizing motive. His concept of emotion is tied to the self- 
actualizing activity of the individual. In general, emotion facilitates 
goal-directed activity. The intensity of the emotion is proportional 
to the perceived importance of its related behaviour in maintaining 
and enhancing the individual’s existence. To take a simple example, 
the emotion felt when avoiding a fast car will be of greater intensity 
than that experienced when watching a film showing an identical 
Situation. 

In Rogers’s theory people come t 
experience as being uniquely them. 
self’. The values and attitudes which are subscrib 
Self, and which determine the ways in which 
Perceived and categorized, come from interaction with the world. 
Some of these attitudes are derived directly from experience. 
Others are introjected from other people. The usually important 
Sources of introjected values are parents and close associates. These 
'trojected ideas may be accepted without much qualm until such 
times as contradictory experiences are encountered. New ex- 
Periences can be dealt with in three ways- Firstly, they may be 
accepted because they are consonant with the self-concept. 


€condly, they can be ignored as irrelevant because they have no 


apparent relationship to the self. Thirdly, the experience can be 


distorted to fit in with the self-concept because it would otherwise 
Challenge or threaten the individual’s integrity. In all these 


i 3 ; 
Nstances the individual is striving to ‘self-actualize’. 
Consider as an example a person who is paid a compliment. If 


o differentiate part of their total 
They come to have a concept of 
ed to as part of the 


experiences are 
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they have reasonably high self-esteem they will probably accept the 
compliment for what it is. On the other hand, a person with low 
self-esteem may well distort the compliment by constructing an 
alternative explanation. This could be along the lines of ‘he only 
said that because he doesn’t really want to tell me that I am a mess’. 

Rogers proposes that people are maladjusted when they deny 
awareness or experiences which are significant for their self- 
constructs. The experience can arise from the individual’s own 
behaviour or from what others tell him about himself. In most 
circumstances people behave in a way that is consistent with their 
self-constructs. The occasional lapse can be written off as of no 
significance and this is especially true if the behaviour is committed 
when under pressure from another more powerful person. It is 
when such behaviour occurs persistently that there is pressure tO 
re-evaluate the view of the self. For example, a person recently 
separated from his spouse may still think of himself as being 
married. The more that he does on his own the more that he is 
forced to face up to the fact that to all intents and purposes he is 
single. This discrepancy between real experience and what is 
believed about the self produces a state of tension (Rogers’s term). 
This leads the person to re-evaluate his concept of ‘self’. It is of 
course possible to deny experience completely thus avoiding the 
sense of threat and the consequent anxiety. A common source of 
threat to people is the realization that they are doing things not 
because they want to do them for themselves but because they are 
following the introjected attitudes and values of other people. Most 
of Rogers’s early clinical work was with young people and college 
students who are particularly prone to this source of anxiety as they 


8 
leave home and no longer have to conform to their parents 
attitudes. 


The necessary therapeutic conditions 


Rogers considered that there were certain situations under which 
people would be more likely to face up to the inconsistencies in their 
thoughts, feelings and actions and consider the origins of their 
values and attitudes. They can then decide which values they wish to 
acknowledge as their own. These conditions are met when the 
individual is under no threat from anybody else and he can consider 
his experiences without the fear that someone might admonish oF 
criticize him. In such situations the individual will feel safe tO 
disclose and discover potentially uncomfortable material relating tO 
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himself. He can then choose those things concerning himself that he 
Wishes to accept or reject and begin to formulate new ways of 
Perceiving and behaving. When he does this he can replace the 
Present value system, based largely on the introjected values of 
others, with one of his own within which he can decide his own 
Priorities. 

Rogers described three conditions relating to the therapist that he 
Considered necessary for effective psychotherapy. The first of these 
IS warmth (otherwise described as non-possessive warmth or 
Unconditional positive regard). This is defined by Rogers as the 
therapist experiencing a warm acceptance of the client’s experience 
as part of the client and communicating the warmth in such a way 
that it is unconditionally applied. The therapist does not express his 
Eiai or disapproval or his warmth in aa evaluative or selective 

ay. 

The second dimension, accurate empathy, exists when the 
therapist is able to sense the client’s experience as if it were his own 
and to convey this to the client in a way that is attuned to the client’s 
Current feelings. Rogers is at pains to emphasize that the therapist 
-Oes not actually have to experience the client’s grief, sadness or 
an but should act as if he were experiencing the feelings and be 

on to communicate his understanding of the impact and import- 
ot S Of these feelings. When a therapist is operating at a high level 
co “curate empathy he should be able to sense feelings that are only 
vertly implied. He must therefore have enough understanding of 
ae Structure of human emotions to sense the probable emotional 
TO ee of anything that the client describes. It is important to 
not that at these higher levels of accurate empathy the therapist is 
wa interpreting the client’s experience for him, Or offering him a 
3 of Constructing his experience, and a client is free to express his 
sone from the therapist’s reflection. Indeed the therapist will 
ae ably communicate his empathy in a tentative manner. How- 
®t, Truax and Carkhuff (1967), who developed scales for rating 


accurate empathy, imply that at very high levels of empathy 


Somer: By : 
the hing akin to an interpretation is taking place. They describe 


e therapist as being unerringly accurate and unhesitant towards 
Da feelings with regard to both their content and intensity. = 
Ic - Sn Eas nue 
z ulty is that the criteria by which judges are to decide if suc 


Mpathy is present remain unspecified. j 
Te e final characteristic is genuineness (or congruence) an 

quires the therapist to ‘be himself’. In this sense ‘being himself” 

“ans that the therapist does not present a professional facade. 
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Although the therapist may be actively reflecting the client’s 
feelings about himself he should also remain aware of his own 
feelings. In Rogers’s phrase, the therapist should be ‘freely and 
deeply himself, with his actual experience accurately represented 
by his awareness of himself’. This should not be seen as a require- 
ment for the therapist to disclose his feelings or state of mind. The 
therapist’s primary aim is to facilitate the self-exploration of the 
client and within the constraints imposed by this aim he must be able 
to judge when it is appropriate to disclose his own feelings. D. A. 
Shapiro (1969) has pointed out that the concept of genuineness 
seems rather strained especially when considered against the effects 
of professional training on the therapist’s behaviour. Judgements of 
genuineness could also\be very difficult without the presence of 
other information about the therapist as a person. 

Rogers argued that the presence of these three conditions was 
necessary for effective psychotherapy. They act by facilitating the 
crucial variable of self-exploration in the client. Self-exploration 
occurs when the client is able to recount, elaborate and discover 
emotionally tinged experiences, feelings or events which are 
significant to the self. This activity includes examining relationships 
with others and the client disclosing his own evaluation of his roles 
and values in life as well as revealing his feelings. 


Client-centred therapy research — fundamental problems 


Rogers’s clear exposition of the necessary and sufficient conditions 
for psychotherapeutic effectiveness has given rise to many empirical 
investigations. There are now many hundreds of studies of various 
aspects of Rogerian psychotherapy. All that can be offered here are 
a few comments about certain aspects of this work with particular 
emphasis on those that illustrate difficulties that arise in the 
investigation of psychological treatments in general. No attempt 1E 
being made to offer a ‘balanced’ description of research within 
Rogerian tradition in the sense of covering all possible points of 
view or all the aspects that a committed Rogerian therapist might 
consider of great importance. 

With regard to the effects of therapy it is clear that the basic 
hypothesis advanced by Rogers as to the role of warmth, accurate 
empathy and genuineness is difficult to substantiate. The initial 
favourable reviews (Truax and Mitchell, 1971) have been followe 
by reanalysis and reconsideration of the evidence. This OW 
supports only a very modest relationship between the warmth, 
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empathy and genuineness dimensions and outcome (Lambert et al., 
1978; Mitchell et al., 1977). The general question of outcome will 
not be followed in detail because it is a major issue in evaluating all 
forms of therapy which will be taken up later (see Chapter 12). 

One more specific question that has been posed is whether 
Rogerian therapists really are non-directive in the way that they are 
alleged to be. In particular communications from the therapist 
indicating warmth, empathy or genuineness should not be directly 
dependent upon the content of the client’s speech. Truax (1966a) 
reported a study of Rogers’s own behaviour during therapy based 
on an audiotape of sessions. In his analysis Truax found that 
Rogers’s statements were not indiscriminately applied. They 
tended to be delivered at points where the client was showing signs 
of reflecting on his own behaviour and feelings (i.e. engaging in 
self-exploration). At these points it was usual for Rogers to reflect 
back to the client what he had just said by paraphrasing it and 
perhaps slightly extending the content of the client's thoughts. For 
example, after the client has talked about the events surrounding 
the separation and divorce of his parents the therapist might reflect 
that the client has said that he has strong feelings of both love and 
hate for his parents. In addition to this it might also be suggested 
that the client is having difficulty in accommodating both sets of 
feelings. The therapist may have noticed the uncertainty with which 
the client spoke of both sets of emotions and focused on this. In this 
way it is assumed that the client will be guided towards considering 
the paradox of the contemporaneous presence of opposite feelings. 
This may then be followed by an examination of the consequences 
of the conflict which this situation engenders in the client. The 
eventual hope is that he will recognize the valid issues behind the 
evaluation of his parents’ behaviour in such a way as to enable him 
to resolve the conflict. 

Truax (1968) conducted a fu 
that therapists selectively rein 
Teceived therapist responses 
genuineness contingent on t 


rther study to look at the hypothesis 
force client behaviour. Clients who 
indicating warmth, empathy and 
he production of self-exploration 
Showed greater amounts of self-exploration and _ therapeutic 
improvement as compared to those where these therapist responses 
Were independent of client behaviour. This is despite the fact that 
the overall amounts of the relevant therapist responses were the 
same for both groups. This therefore offers a test of the alternative 
hypothesis that changes occur because of the reinforcement of 
selected behaviour rather than by the considered judgement of the 
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client, and the results are consistent with this alternative hy- 
pothesis. It must also be remembered that the therapeutic situation 
is complex and studies of this kind only look at a small proportion of 
the potentially relevant variables and had additional variables been 
examined then the results might then require a different interpret- 
ation. Although the results obtained are consistent with a re- 
inforcement effect it would also be premature to assume that this 
effect, even if it were to hold in further and more extensive studies, 
is mediated by the kind of reinforcement mechanisms which occur 
in simple operant conditioning experiments. 

Investigations like the one by Truax (1968) presuppose that it is 
possible to measure therapeutic conditions in a reliable and valid 
manner. This has proved to be rather more difficult than might be 
supposed. Many investigators have used the scales developed by 
Truax and Carkhuff (1967). These are five-point measures of 
warmth and genuineness and a nine-point scale of empathy. Each 
point on these scales is defined by a description of the therapist’s 
behaviour. Superficially they seem to have high face validity (i.e. 
they look as if they are measuring what they claim to measure). A 
content analysis of these scales suggests that the constructs that they 
try to measure are far from the single dimensions that they are 
assumed to be. For example, M. B. Shapiro (1977) examined the 
content of the Accurate Empathy Scale and found that it covered 
several different aspects of therapist behaviour. It covers sym- 
pathetic voice quality, tentativeness in the way in which the 
therapist offers reflections, awareness in accuracy in reflecting the 
clients’ overt or covert feelings, and the ability to detect new 
content in the client’s talk and to offer an explanation for this. The 
ability to reflect covert or hidden feelings raises the question as to 
whether the therapist engages in some form of interpretation. If he 
does how can the accuracy of these interpretations be validated? 

With such complex scales it is not surprising that it has proved 
difficult to obtain consistently high inter-rater reliability. Although 
some investigators have been able to ensure reliabilities which fall 
in the generally acceptable range (r = 0.8 or better), others have 
obtained coefficients that are much less satisfactory. Truax and 
Carkhuff (1967) and Mitchell et al. (1977) give details of a number 
of reliability studies. Lambert et al, (1978) note that there is a lack of 
detail about how the raters in many of these studies were trained. 
This makes it impossible to replicate procedures across inyesti- 
gations. One way of trying to improve the reliability of ratings might 
be to begin by making frequency counts of the therapist’s behaviour 
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in the therapy session. This might improve consensus agreement 
between the raters and would increase the specificity of what is 
actually being rated. With a multidimensional scale, such as the one 
to measure accurate empathy, it is difficult to be sure, even if two 
raters agree, that they are actually agreeing about the same thing. 
Even when high reliability is reached, what is being rated, and does 
it make sense to call it empathy (Lambert et al., 1978)? 

The problem of measuring empathy is not made any easier by 
attempting to use several measures purporting to measure this 
variable and seeing if they converge or intercorrelate. Kurtz and 
Grummon (1972) conducted a study to look at five measures of 
empathy applied to sessions conducted in a college counselling 
centre. Their data showed no evidence that these measures 
intercorrelated, Out of a total of eleven similar studies reviewed by 
Lambert et al. (1978) only three reported significant associations 
between one or more of the measures. There are other findings 
which also point to the difficulty in measuring empathy. For 
example, J. G. Shapiro et al. (1968) demonstrated that judges could 
agree reasonably well about the level of accurate empathy if they 
were shown videotapes without the verbal exchanges between 
client and therapist. J. G. Shapiro (1968) found that when he 
compared ‘audio only’ with ‘video but no sound’ and a full video 
recording of sessions then the single sensory modality ratings 
correlated moderately with the full video rating but failed to 
correlate with each other. Furthermore a study by Truax (1966b) 
showed that raters could estimate levels of empathy just as well 
when they were presented with the sound track of the therapists’ 
response alone. In other words there was no contextual basis for 
their judgements. f 

The question of who should rate the presence and quality of the 
therapeutic conditions has also been raised. This has usually been in 
the context of looking at different sources of rating in relation to 
Outcome criteria. Rogers clearly states that accurate empathy 
Should be as judged by the client. However, much of the outcome 
Tesearch has been carried out with the scales developed by Truax 
and his colleagues which require independent trained raters. 


Final comment 

necessary and sufficient conditions 
been enormously productive and 
essarily been brief but it 


Rogers’s conjectures about the 
for therapeutic change have 
influential. The present discussion has nec 
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illustrates a number of essential points in the study of psycho- 
therapy and behaviour change. Firstly there is the focus on the 
public observation of therapy rather than just the therapist’s or 
client’s account of what has happened. This not only allows the 
process of therapy to be documented but alternative hypotheses can 
be put to the test. Secondly, it appears that measuring the 
theoretical constructs of Rogerian therapy is a hazardous exercise. 
It has proved extremely difficult to realize these constructs un- 
ambiguously although many potential sources of error have been 
discovered. Inability to measure these crucial features accurately 
severely limits the degree to which the theory can be tested in an 
empirical way. Another problem that emerges in Rogerian therapy 
is that it is not possible to routinely add and subtract critical 
components of treatment in the furtherance of experimental 
investigations (e.g. by getting the therapist not to empathize but to 
be warm and genuine). In this regard the behaviour therapies are 
relatively easier to investigate and these are taken up in the next 
chapter. 


9 Treatment: 
‘Action’ Therapies 


Behaviour therapy has its roots in nineteenth-century experimental 
physiology and there are accounts of behavioural treatments in the 
first half of the twentieth century. Despite this, behaviour therapy 
as it is known today did not get under way until about 1960. The 
publication of Wolpe’s book Psychotherapy by Reciprocal Inhibi- 
tion in 1958 was probably the major stimulus. Unlike many other 
therapies behaviour therapy has not been dominated by the 
thoughts of any one individual. It has been the product of a general 
approach to psychology which dominated academic psychology for 
a period. The growth of behaviour therapy has been quite explosive 
both in terms of the number of papers published (Hoon and 
Lindsley, 1974) and in the range of problems that have been 
broached. To date these include phobias and obsessions, children’s 
behavioural and developmental disorders, facets of the rehabilit- 
ation of long-stay psychiatric patients and the treatment of 
problems in mental handicap. In the past ten years the field of 
behavioural medicine has developed in which psychological 
approaches to traditional medical problems like headache (see 
Chapter 14) and hypertension have been initiated. Attention has 
been given to issues such as compliance with drug regimens. 


Systematic desensitization and methods for reducing fear 
and avoidance 


One of the first developments in behaviour therapy was the 
development of a treatment for phobias. Wolpe (1958) described a 
technique called systematic desensitization. Not only did Wolpe 
Provide a clear account of how to use the technique but he also 
expressed a theory as to how it worked that could be tested 
€xperimentally. He proposed that fear could be reduced by pairing 
the fearful object with another stimulus which would inhibit fear. 
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During successive pairings of these two stimuli the fear response 
would gradually become deconditioned. 

In practical terms the fear could be presented in a hierarchical 
way with the event producing least fear being presented first. 
Moreover the feared stimulus could be presented in imagination 
rather than in reality. (Thus the spider phobic would be initially 
asked to imagine looking at a picture of a spider, then seeing a very 
small spider a long way off, and so on). The usual counter- 
conditioning stimulus was a state of relaxation in which the client 
was trained at the beginning of therapy. An important feature of the 
technique is that feared stimuli are presented for very short periods, 
between five and ten seconds, so that the client does not experience 
more than a very small amount of fear. As each item becomes 
unable to evoke fear so the client progresses up the hierarchy. 
Wolpe reported a high success rate for this method in his mono- 
graph and within a few years of its publication controlled trials of its 
efficacy were being reported (Lang et al., 1966). Its effectiveness as 
a treatment is established although the mechanism of the effect is 
still the subject of debate (Kazdin and Wilcoxon, 1976; see Chapter 
11). 

Shortly after desensitization became established a number of 
reports appeared to the effect that almost the exact opposite of 
desensitization could also reduce fear. In this case clients were 
exposed to fearful stimuli for a protracted period, up to two or three 
hours if necessary. Attempts to deliberately enhance the fear might 
be made during this time. This procedure is known as ‘implosion 
and curiously has its roots in psychoanalytic theory as well as 
Pavlovian theory (Stampfi and Levis, 1967). 

In this treatment there is an emphasis on discovering events 
which occurred at the time of the original acquisition of the fear. 
These events may often relate to intense feelings of aggression, 
sexuality or rejection. As it is not possible to verify that these events 
actually did happen they are known as ‘hypothesized sequential 
cues’ (Levis and Hare, 1977). The therapist will instruct the client to 
imagine these in conjunction with other cues that are more directly 
related to the fear. These cues, called ‘symptom contingent cues’, 
are those cues that reliably precipitate the feeling of anxiety. For 
example, in the case of a spider phobic these would be the spider 
itself, the way it moves and where it is usually found. 

‘Flooding’ is a treatment with many similarities to implosion and 
was developed at about the same time. The terms are sometimes 
used interchangeably but there are two clear differences. Firstly, 1" 


| 
lied 
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flooding the therapist only presents the equivalent of the symptom- 
contingent cues and there is no attempt to discover or present cues 
of a more ‘psychodynamic’ nature. The second difference is that in 
flooding there is no attempt to maximize the anxiety felt by the 
client during exposure to the fearful stimuli. The differences 
between the two have been examined experimentally. There is no 
clear evidence that one is superior to the other but itis apparent that 
it is not necessary for people to experience intense anxiety during a 
prolonged exposure for a therapeutic effect to occur (Boudewyns 
and Shipley, 1983). “alles 
Contemporary behaviour therapists tend to make less distinction 
between these techniques in their clinical practice but work on the 
premise that exposure to the feared event is a necessary condition 
for the reduction of anxiety. The duration and level of anxiety 
experienced in exposure are said to be important in so far as the 
therapist will aim to let the client have a successful encounter with a 
feared situation. This means that he will engineer the treatment so 
that each exposure is finished with the client in a relatively calm 
State. This can be brought about in a number of ways which 
correspond to the classical distinctions of desensitization and 
implosion/flooding. A hybrid treatment in which the client is 
exposed to successively more fearful events and with no attempt to 
control the anxiety but where the client is allowed to experience its 
Successive waxing and waning is often used. In other versions there 
may be an attempt to get the person to employ coping skills to 
manage the anxiety. r i 
A further development occurred relatively early in the history of 
behavioural treatments for fear. Whereas the original techniques 
Presented the phobic stimulus in imagination it was soon realized 
that real life, or in vivo, presentation was just as effective. Indeed it 
had advantages in that the client was also able to learn new ways of 
approaching and interacting with the feared situation as well as 
reducing his anxiety. The fearful behaviour could be directly 
Observed, monitored and changed. It should be remembered that at 
the outset of behaviour therapy the prevailing model of emotion 
was of the nature of a drive. The behaviour was held to be 
determined by the individual’s subjective and physiological 
experience. From this perspective it made sense to attempt to 
Teduce the drive state by means of desensitization or flooding. It 
followed that the behavioural component would change in line with 
the reduced drive level. Observations have shown that this is not 


necessarily so. 
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Modelling and social learning theory 


Another major influence on behaviour therapy came from the work 
of Albert Bandura who, with his colleagues, investigated the 
phenomenon of learning by observation and vicarious experience, 
otherwise known as modelling. His work with children demons- 
trated that they could acquire a variety of emotional behaviours 
including fear, avoidance and aggressive responses, by watching 
other children model the behaviour. Similarly he demonstrated that 
these behaviour patterns could be reduced by observational learn- 
ing. Bandura’s findings prompted other therapists and researchers 
to investigate the same phenomena in adults with pathological fear. 
It was quickly appreciated that there was considerable power and 
generality in modelling as a treatment (Rachman, 1976; Rosenthal 
and Bandura, 1978). 

Bandura’s approach offered a fresh perspective prompting 
researchers to examine events other than reinforcement that might 
control behaviour. Attention was now paid to the cognitive factors 
which underpin learning by imitation. The way in which individuals 
attended to and encoded modelled behaviour was systematically 
explored. The effects of different sorts of models and their mode of 
presentation via film, verbal instruction and imagery became 
potentially important therapeutic questions. Bandura’s approach, 
known as ‘social learning theory’, emphasizes the interplay betwee? 
cognitive factors and environmental events, especially of a socia 
nature, as reciprocal determinants of behaviour. Both cognitive an 
environmental events determine the behavioural output of a 
person. Beliefs and attitudes about the environment determine the 
way in which the individual chooses to interact. The interaction 
reinforces the individual’s belief. 

Consider a spider phobic who believes that he is frightened of 
spiders and unable to cope with one found in the bath by killing it or 
removing it. He will take evasive action to avoid confrontation- 
Non-engagement with the spider will confirm his own predictions aS 
to his disability and ensure that he will not get the opportunity to 
learn more appropriate behaviour that would disconfirm his 
expectancies. On the other hand, if the therapist models successfu 
ways of dealing with the spider and gives the phobic the chance to 
imitate he will discover that there are ways in which spiders can be 
removed from baths that are both effective and speedy. 

Although the vicarious experience of watching a model does 
result in some reduction of behavioural avoidance and feat 
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participant modelling in which the client copies the therapist is 
known to be more effective (Rosenthal and Bandura, 1978). There 
is also evidence that certain types of models are more effective. 
Providing that they do not display undue distress, ‘coping models’ 
who cope despite a performance that is not perfectly smooth and 
accomplished are more effective than models exhibiting a perfect 
Performance. Amongst other things such coping models provide 
More detailed information about how to retrieve the situation after 
an error has been committed and this information is not available 
from a model showing mastery. A similar increase in effectiveness is 
found if the person has an opportunity to watch multiple models and 
on again increases the range of coping skills to which the client is 
Xposed. Experimental analyses suggest that the treatment of 
Bros is more effective when a modelling procedure is combined 
ene Systematic desensitization. Not surprisingly the amount of 
nge in the client’s behaviour is greater following exposure to a 
Participant modelling programme (e.g. Bandura et al., 1969). 


Social performance 


Modelling is also a central component of social skills a 
Te ough many of the ideas about social skills are derived from 
Search on training in motor skills. Many psychiatric patients have 
Poor social skills and social skills training aims to help remedy this 
Y teaching patients to make eye contact when talking to people, 
aa to initiate and maintain simple conversations, etc. The on) 
i S literature has traditionally placed less emphasis on pats 
= reinforcement and stimulus control but has derived its Cone 
aes engineering and the design of machines. Central to this are 
lons of programmes and feedback (Argyle, 1969). | j 
E €spite this difference in emphasis the social skills literature F 
eel regarded as falling within the purview of bela 
eae Many of the methods used are common to bo ae 
with © Presentation of more difficult items, the Nate ee aad 
op guidance and corrective feedback by the ther Lee at 
aie Ttunity for rehearsal under non-anxiety-provoking co! ee 
hans training has been applied to many gitter ae 
o client groups ranging from institutionalized psychiatric p e 
children with social difficulties and se* offenders (Spence a 
€pherd, 1983). 
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Applied behaviour analysis 


Yet another contribution to behaviour therapy emanates from the 
work of Skinner and his colleagues on operant learning in animals. 
Skinner’s central formulation is that behaviour is a function of its 
consequences and the stimulus conditions that inform the individual 
as to which consequences are likely to be contingent at a given time. 
His laboratory work which showed that the type and frequency of 
delivery of consequences had highly predictable effects on the rate 
at which animals produced simple responses, is well known. 

Four basic types of consequences were defined by the effect 
which they had on behaviour. A positive reinforcer is an event 
which increases the frequency of behaviour which it follows. This 
latter is often known as the target response. Similarly increases in 
the frequency of a target response can also be produced by negative 
reinforcement. In this case the presence of the reinforcer is 
terminated when the individual produces the target response. From 
a subjective point of view positive reinforcers often have a pleasant 
quality whereas negative reinforcers are experienced as unpleasant 
and aversive. 

The frequency of a given behaviour can also be reduced by two 
consequences. An event is punishing if it reduces the frequency of 
the response on which it is contingent. As with negative reinforce- 
ment, punishers are often aversive in nature. (It should be noted 
that there is sometimes a confusion in terminology with some 
people incorrectly using the term ‘negative reinforcement’ to refer 
to what is here described as a punisher.) Extinction occurs when the 
withdrawal of a reinforcer results in a decrease in the frequency of 
the target behaviour. 

It is clear from this set of definitions that the type of reinforce- 
ment is defined empirically by its consequences. From this perspect- 
ive there is no way of knowing a priori which event will prove to be 
reinforcing. In practice clinicians can often make very good guesses 
as to what will act as a reinforcer for particular individuals but there 
are some surprises. For example, in a rare metabolic disorder often 
associated with mental handicap (Lesch-Nyhan’s disease) sufferers 
typically mutilate themselves with repetitive and stereotype 
actions. Obviously it is humane to try to stop this self-destruction. 
In this case it is found that mild electric shock, often a potent 
punisher, is ineffective. In contrast a procedure known as ‘time 
out’, in which the child is removed from sources of reinforcement by 
the therapist ignoring him, has been shown to be much more 
effective (Anderson et al. , 1978). 
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Pre aan, S operant principles to human behaviour is 
typified b oF as ‘applied behaviour analysis’. This approach is 
aao: Hea ul analyses of individual patients which attempt to 
reinforcem e stimuli preceding the target behaviour and the 
e e ee consequences. Once this analysis has been achieved 
e R will systematically vary these conditions in order to 
AiE ia functional control of the target behaviour. Having 
the behavio emOST ROHAN combination of events that will control 
behaviour ur these are applied for therapeutic purposes. Applied 
behaviour analysis has developed a method for investigating 
gation Sah sees) which relies on the intensive investi- 
cane S.CaSES: In general its practitioners have not favoured 
subjects eat penne which rely on comparing groups of 
edly been $ different therapeutic conditions. This has undoubt- 
and the en n important contribution to thejeyaluaton of therapy 
the next eral issue of single case investigations will be taken upin 
chapter. 
aaa the requirements of careful ot 
most promi reinforcement, applied behavio 
Occurrin unently in the treatment and ame ion 
contrat in institutionalized patients. Early applications were in 
Patients de disruptive and bizarre behaviour in long-stay psychiatric 
handicap perant methods are also widely used in training mentally 
ieee ae people to increase their levels of self-care and 
already Reka Its use in controlling self-destructive behaviour has 
ing educ cen alluded to. Wider applications have included improv- 
ere eee skills in retarded and conduct-disordered children. 
Profession, also been considerable emphasis on teaching non- 
apply th ee Psychologists such as teachers, nurses and parents to 
analysis di techniques in their own contexts. Applied behaviour 
at the liffers from many other forms of treatment in maintaining 
environ individual's behaviour is determined by the immediate 
cl a conditions. Thus the focus of treatment is in 
environn the environment and the contingencies operating in that 
h ment. 

Principles at economy is a treatment 
Mforceme of operant conditioning, partic 
Seeming] nt. Studies with laboratory animals had shown that 
few R Innocuous events, such as lights coming On, which have 
Teinfore Tcing properties of their own, could come to function as 
ers if they reliably signalled the availability of primary 


Teing : 
Orcers like food and water. 


bservation and control of 
ur analysis has figured 
lioration of problems 


programme based on the 
ticularly conditioned re- 
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This principle was extended in a systematic way to human 
behaviour by Ayllon and his colleagues in the 1960s. In an attempt 
to increase the quality of self-care and participation of institutional- 
ized psychotic patients in everyday activities a system was 
developed in which patients could earn tokens for completing a 
wide range of prosocial behaviours (see Ayllon and Azrin, 1968). 
The target behaviours included self-care items like brushing teeth 
and taking a bath, as well as activities such as cleaning the ward, 
keeping their bed and linen clean, acting as guide for visitors to the 
ward, and participating in social activities on the ward. For every 
target behaviour the patient could earn a token or tokens (the exact 
number being graded according to the nature of the behaviour). 
These tokens could then be exchanged for various reinforcers which 
ranged from extra consumable items (coffee, cigarettes, etc.) to the 
opportunity to sleep in a single room. All these items were in 
addition to the basic care provided by the usual hospital routine. 

This token economy was successful in achieving its objectives in 
terms of altering the frequency with which target behaviours 
occurred. Numerous other programmes have been put into 
Operation with aims such as training patients for eventual discharge 
from long-term institutional care. One of the best-known and 
apparently most sucessful applications of the token economy has 
been in providing non-custodial care and treatment for delinquent 
jadolescents (Braukman and Fixen, 1975). Token economies can 
also be used successfully with individual cases. Tokens have a 
number of advantages over direct reinforcers. They are easy to 
administer and can be delivered more frequently than many 
primary reinforcers because the patient does not become satiated 
(even children tire of eating sweets after a while). Because they 
cannot be immediately consumed like sweets or cigarettes they do 
not interrupt the sequence of training whilst they are being 
consumed. It is interesting that token economies do pose a number 
of practical problems in that they mimic other economies with such 
things as inflation and theft. These can be controlled in carefully run 
token economies (Kazdin, 1977). 


The main features of behaviour therapy 


A number of aspects of behaviour therapy have been described 
briefly. It has not been possible to cover all the many different 
techniques that have been derived from these prototypes, and there 
is no single underlying theme for behaviour therapy, but it does 
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involve a number of basic characteristics. 


(a) 


(b) 


In contrast to both analytic and humanistic psychotherapies 
behaviour therapy places little emphasis on the personal 
qualities of the therapist and the form of the relationship that 
he establishes with the client/patient. At its most extreme the 
relationship might be regarded as having no therapeutic 
properties of its own. The therapist is merely a means of 
conveying information to the patient. In fact there are 
studies of desensitization in which the whole procedure is 
deliverd in a tape-slide format (Lang et al., 1970). These 
experiments show that for some problems and populations a 
therapeutic relationship is not necessary. However, most 
behaviour therapists would feel that their relationship with 
the client is of some significance. In using modelling the 
client actually learns through a form of relationship and 
certain therapist characteristics are important, especially 
where the therapist is the model. For example, the more 
similar the therapist is to the client in age and status the more 
effective the treatment. The way the model behaves is also 
important in that coping models are better than those 
showing mastery. In techniques like flooding, where the 
client has to undergo potentially fearful and stressful 
experiences, the therapist needs to be able to induce trust 
and confidence in the client. Finally, the behaviour thera- 
ist, like any other therapist, needs to be able to elicit 
information from the patient who is only likely to disclose 
potentially intimate or embarrassing information about 
himself in the context of an appropriate therapeutic relation- 
ship. It follows that the relationship between therapist and 
patient is important in behaviour therapy but its importance 
lies in helping to create a situation where therapy can go on. 
Unlike the psychoanalyst or the humanistic psychotherapist, 
the behaviour therapist does not regard the relationship with 
the patient as being the central focus of the therapy itself. In 
general the therapeutic relationship has attracted little 
attention from behaviour therapists (Wilson and Evans, 
1977). f 

A second feature of behaviour therapy is that it concentrates 
on discovering and altering the current determinants of the 
client’s problems. Although speculations may arise as to the 
likely origins of a problem these are regarded as conjectures 
and not open to experimental verification. The treatment 
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(c) 


(d) 


(e) 
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procedures are ahistorical unlike those of the psychoanalytic 
school. The therapist will focus on antecedent and conse- 
quent events in relation to the problem behaviour and on 
features that may modify their effects such as mood or the 
presence of others. This description then becomes the basis 
for developing treatment plans. 

The behaviour therapist is directly concerned with the 
symptom or problem behaviour rather than the ‘personality’ 
of the client. Therapy aims to modify the symptoms and not 
to change the client’s personality. Underpinning this is a 
general adherence to a view of personality that is different 
from that espoused by analytic or humanistic therapists. This 
view is clearly seen in the work of Mischel (1968; 1977). It 
emphasizes the variability of behaviour over situations and 
the critical role of environmental events in determining 
behaviour. This position is not entirely universal and one 
well-known promulgator of behaviour therapy also supports 
a trait theory of personality (Eysenck, 1980). 

This view of behaviour and personality also determines the 
kinds of measure behaviour therapists use to evaluate their 
work. They emphasize direct measures of behaviour like 
role play tests, psychophysiological recordings, and subject- 
ive measures of mood or feelings carried out in situ whilst the 
person is faced with the situation that leads to the problem 
behaviour. The ideal measure is based on observing the 
patient in the natural environment and this is most often seen 
in reports of operant treatments. Behaviour therapists tend 
to reject measures of personality, especially when derived 
from projective techniques, and this has implications for 
comparing the effects of different types of treatment as will 
be seen in the next chapter. j 

Behaviour therapy has laid great emphasis on the experi- 
mental investigation of single cases and in determining 
therapeutic effectiveness by experiment. It is generally 
aligned with a positivist-empirical approach. This has rarely 
been true of other schools of therapy. In line with this 
behaviour therapists have developed a set of reasonably well 
defined procedures where the goals of treatment and the 
operations for assessing outcome are fairly specific. These 
features make it relatively easy to replicate the methods 
using different therapists and client groups and in different 
settings. 
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(f) A related characteristic of behaviour therapy is that the 
development of techniques has been stimulated by findings 
in experimental psychology and from the study of learning in 
particular. 

(g) Many behaviour therapists would also reject the notion that 
behavioural disorders should be construed as diseases except 
where they are associated with known organic syndromes. 


Cognitive therapy 


It is only relatively recently that cognitive approaches to therapy 
have become part of the mainstream of therapeutic activity. Some 
of the methods have much in common with behaviour therapy and it 
's difficult to say where the border lies between the two types of 
therapy. Indeed, there is a widespread use of the term ‘cognitive 
Saavionr therapy’ to describe many of the techniques used in 
ene therapy. It is evident from the preceding account of 
i haviour therapy that systematic desensitization, flooding, 
implosion and modelling make use of cognitive events and pro- 
cesses. However, in behaviour therapy cognitive events like 
imagery in desensitization are used without, recourse to any 
meute theory. Marzillier (1980) points out that for the most part 
r aigue therapists have merely regarded these events as weak 
ubstitutes for overt behaviour. In other techniques, like covert 
peritioning where the client is asked to imagine stimulus-response 
panes together with their consequences, the ee eae 
co avd is regarded as isomorphic with the ponies earns 5 4 
few itioning paradigm. Marzillier also notes that there have ar 2 
and attempts from within behaviour therapy tO suber t ae ges 
n thoughts of clients to detailed assessment ant analysis. 
mee exception to this is Lang’s work on emotional imagery 
ang, 1979). 
At another level behaviour therapy techniques have been 


henulated in terms of cognitive processes which might underpin 
ATAS already described, Bandura’s account of modelling 1s 


ly cognitive in nature and invokes processes like eens 
as n, retention, encoding and recall. These are cena 

Potentially powerful explanations of how modelling works. 

a Periments which deliberately manipulate these cognitive pro- 

‘ses do affect what is learned by subjects and how they behave 
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(Rosenthal and Zimmerman, 1978). Generally speaking behaviour 
therapists have made few attempts to alter cognitive events and 
processes directly. 

Cognitive therapists and theorists make strong assumptions 
about the relevance of cognitive activity in controlling behaviour. 
They back these assumptions with interventions which are specific- 
ally aimed at the reconstruction of the person’s cognitive activity. 
The main contemporary exponents of cognitive therapy all share 
the following assumptions to some degree (Marzillier, 1980; Morley 
et al., 1983). 


(a) 


(b) 


(c) 


(a) 


A person’s feelings and behaviour can only be understood if 
one takes into account their cognitive activities. These 
cognitive activities mediate between the events in the 
person’s environment and the response which the person 
makes to these events. For example, Ellis (1979) has a simple 
mnemonic which characterizes this basic assumption. His 
ABC model proposes that the emotional and behavioural 
consequences (C) of an activating event (A) are determined 
by the person’s mediating beliefs (B) about the event. 
Cognitive therapists assume that people with behavioural 
and emotional disorders have essentially faulty cognitive 
activities. The processes by which they extract and assimilate 
information from their environments are either distorted oF 
malfunctioning. How some theorists actually describe these 
cognitive dysfunctions will be set out below. 3 
For most purposes it is assumed that the faulty cognitive 
activities can be revealed in the individual’s verbal reports 
about himself. The task of the therapist is to help the 
individual discover his faulty cognitions by showing him that 
they have predictive validity for his behaviour and emotional 
state. 

It is also considered necessary to change the person’s faulty 
cognitions to obtain a therapeutic outcome. Moreover it 1$ 
held that changes in cognitive activities can best be brought 
about by explicitly focusing on the faulty cognitions 4? 
modifying them directly. This is mainly done in two ways: 
One is by actively challenging the logical and psychological 
adequacy of the belief. The second is by setting up tests ofa 
behavioural nature that will challenge the faulty belief an 
set it in opposition to an alternative and non-dysfunction@ 
belief. The person is thus asked to conduct experiments yee 
his own behaviour, feelings and thoughts. 
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In practice cognitive therapy techniques share many of the 
characteristics of behaviour therapy. The therapist is mainl 
concerned with the current determinants of behaviour and ee 
explicit goals for the client to work on. He will also set up a 
monitoring system to track the progress of therapy and he is likely to 
use ‘homework’ assignments as a prominent part of the therapy. 


Meichenbaum’s stress inoculation or self-instruction procedures 


Cognitive therapy is dominated by three approaches. These are the 
rational emotive therapy of Albert Ellis (RET), Aaron Beck’s 
ferns therapy and Donald Meichenbaum’s self-instructional 
Ber ae (SIT). Ellis and Beck both originally started from within 
ie Psychoanalytic school and developed their therapies after 
pipes disenchanted with psychoanalysis. Meichenbaum’s work 
eld from a more conventional psychological background. To 
en extent these therapies have all been developed independ- 
As one way Meichenbaum offers the 
fay co, because his procedures do not 
intense Pe one His approach has been 
in the m eelings of anxiety although others 
Sie of pain and anger (Novaco, 
the for Tuctional training is based on the principle t 
havi m of self-instructions, can be used to guide and prompt 
Ava Boe Meichenbaum’s original experiments (see Meichen- 
, eee showed that schizophrenics could be taught to talk to 
Self state, in a productive manner. They were taught a series of 
ema nies to be applied when confronted with tasks which 
i ed their attention and concentration. 
SS applied to the management of anxiety and other acute 
eae SIT has a number of steps- Firstly, the client is taught to 
client A the situations which precipitate the feelings of anxiety. The 
ee eps a diary in which he records the thoughts that occur 1n 
alon Situations. He is then presented with a model of emotion 
l zane lines of that put forward by Schacter and Singer (1962) in 
empha he prominence of thoughts as determinants of emotions is 
Or heh: He is then instructed that it would be more adaptive 
to use the anxiety-provoking thoughts as ‘cues for coping’. 

engapi T words when they occur he must set about deliberately 
are fee thoughts which lead him to cope- These coping thoughts 
€veloped by the client in conjunction with the therapist. They 


least radical of these 
directly challenge the 
applied to people with 
have extended it to help 
1978; Turk, 1978). 
hat language, in 
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usually take the form of instructions to do several things, including 
instructions to engage in strategies to reduce physiological arousal 
such as relaxation techniques and regulated breathing. The client 
will also be told to focus his attention on the task in hand and not on 
his feelings of fear and this can involve specific advice as to what to 
do. For example, the socially anxious client may be asked to 
maintain eye contact and not avoid the gaze of another person. How 
to manage the feelings of being overwhelmed by the emotion will 
also be dealt with. The client will be given instructions about the 
expe: ted time course of the experience with the implication that the 
intensity of the emotion will eventually reduce. Finally, the person 
is asked to evaluate his actual coping in the situation so that he can 
gain accurate feedback about his progress. 

These self-instruction messages are not just delivered to the 
client. The therapist will spend time modelling the procedure. At 
first he will speak the instructions and demonstrate the coping 
strategies. The client then joins in as in participant modelling. 
Finally, they arrange a series of graded exercises in which the client 
can practise his new skills under conditions which increasingly 
approximate the real-life stressor. Imagery is often used in this 
phase. This gradual approximation is analogous to biological 
inoculation by exposure to weak doses of pathogen. It was for this 
reason that Meichenbaum also called the procedure ‘stress inocu- 
lation training’. The expectation is that at the end of training the 
client will have replaced his earlier maladaptive thoughts with an 
alternative series of positive coping thoughts. 


Rational emotive therapy of Ellis 


Both Beck and Ellis also attempt to eliminate prior dysfunctional 
thinking. Ellis (1980) is quite explicit that the destruction © 
maladaptive thoughts should be a prime goal for his ‘rationa 
emotive therapy’ (RET). He argues that although symptom 
removal is obviously appropriate and beneficial, ‘deep seate 
emotional and behavioural change can only be brought about by 
ensuring fundamental changes in the client’s belief systems- A 
consequence of this is that only a radically revised outlook to @ 
new, present and future situations. . . will semi-automatically helP 
them to stop disturbing themselves in the first place, or to quick 
undisturb themselves, in the second place’ (Ellis, 1980, p. 327). 
As the above quotation implies, Ellis proposes that emotion@ 
and behavioural disturbances are mediated by faulty thinking 
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(beliefs), and that people largely create their own emotional 
disturbances by holding these beliefs. He is adamant that people 
can choose to change or to hold on to these beliefs. However, they 
will have to work actively in order to change them and the methods 
of RET can enable this to be done. Ellis characterizes the 
disturbing beliefs as being ‘absolutistic’ and ‘mustabatory’. People 
have the belief that something absolutely must happen (or not 
happen) for them to remain emotionally undisturbed. For example, 
a person might hold the belief that he must be loved by everyone for 
everything that he does. Having such a belief will naturally lead to 
discomfort when others do not give the approval which the ~ 
individual feels should occur. Through his experience with clients 
Ellis Originally proposed that there were twelve basic irrational 
beliefs that could be detected. This figure has been considerably 
Mcreased with experience to over twenty. 

A distinctive feature of RET is the way in which it sets about 
destroying these beliefs. RET actively engages the client in open 
debate about the absolute and ‘mustabatory’ quality of his 
thoughts. The therapist will dispute and deny the ‘must’ and 
examine the implications of holding the belief together with the 
consequences of relinquishing it. He will do this by breaking the 
belief down into constituent components each of which will 
emphasize its irrationality. During the course of this debate the 
therapist will be prompting the client to take over the role of 
actively disputing his own beliefs. The aim of this is to ensure that 
t e client internalizes the polemical method. RET stresses the 
'MPortance of the active participation of the client in order to avoid 
the idea that the therapist is indoctrinating the client. This also helps 

© client to use the method in the future and assists 1n generaliz- 
ation beyond the therapy session. 

i T is not entirely a verbal method. 
umber of behavioural methods to assis ~ - 
Sensitization, a form of flooding/implosion, social skills and 
assertion training, and operant principles of reward and punish- 
Ment. These procedures are definitely viewed as adjuncts to the 
Central cognitive component based on changing the client’s beliefs. 
also uses extensive homework assignments during which n 
“nt is required to practise the application of his newly acquire: 
Tational thinking. Finally, it should be noted that Ellis has been 
Consistent in declaring that RET is aligned to ethical humanism. 
ndeed, one of the key irrational beliefs focused on by RET is the 
Notion that the individual needs something stronger or greater than 


d. Ellis does incorporate a 
t therapy including de- 


Client 
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himself on which to rely. Ellis suggests that a devout faith in a deity 
almost always leads to poor emotional adjustment. 


Beck's cognitive therapy 


Some reference to Beck’s thinking about depression has already 
been made in Chapter 6. The present discussion will concentrate on 
the related therapeutic procedures. Like Ellis, Beck proposes that a 
person’s mood and behaviour are largely determined by the way in 


which he perceives the world around him. Beck suggests that people 


have habitual or semi-permanent ways of construing the world that 
he refers to as schema. The therapeutic tactic espoused by Beck is to 
try to discover the client’s idiosyncratic schema and then to help him 
to evaluate the evidence that he has for holding them. The 
examination includes overt behavioural exercises aimed at helping 
the client to test the reality of his conceptions and to provide 
experience of changing in an adaptive way. 

Beck notes that people are mostly unaware of their particular 
interpretative biases. For the most part reactions to events are fast 
and seemingly unthinking. The first problem is to detect these 
‘automatic’ thoughts. This can be achieved by a variety of methods 
including direct interviewing about specific problem situations, 
imagery-based recall of difficult events, and having the client keep 2 
diary. In the latter the client is explicitly instructed to ‘keep an ey 
out’ for the thoughts which occur in known situations. Thoughts are 
not just the verbal ideas which come into a person’s mind, but also 
include images and memory flashbacks. Once these are identified 
the therapist will carefully negotiate with the client to make sure 
that he understands exactly what the client means. 

In exactly the same way as Rogers (described in the preceding 
chapter), Beck is insistent that therapists understand the pheno- 
menological frame of reference of their clients. In this regard Beck 
is somewhat different from Ellis who has formulated a set of 
common irrational beliefs. Beck’s therapy focuses on clients 
idiosyncratic thoughts and images. However, Beck does recognize 
some commonality between people’s thoughts but these are at 4 
more abstract level as types of cognitive error. For example, ê 
common error is that of ‘selective abstracting’ in which people recal 
only one particular type of event that happens. A depressed person 
may recall only those instances where he has apparently been 
snubbed or rejected by colleagues at work and not take note ° 
occasions on which the same colleagues behaved towards him in 4 
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very different way. The individual might then conclude that nobody 
likes him. This inference is an example of a second type of error, 
“overgeneralizing’, in which a person assumes that what is true in 
One instance must necessarily be true in all others that remotely 
resemble it. 

Once Beck has established the presence of a cognitive error he 
engages the client in a dialogue in which he issues challenges to the 
faulty thoughts. For each type of cognitive error there are appro- 
priate alternatives. Thus in the case of selective abstraction the 
client will be asked to think of those instances when good things 
have happened to him. In the example given above the client will be 
encouraged to recall occasions when his colleagues were pleasant to 
him. 

There are a number of techniques to assist the client to discover 
alternative constructions of his world. These include distancing in 
which the client describes events and situations which cause him 
distress in the third person. This reduces the emotional involvement 
and helps the client to take a rational view of his predicament. 
Another approach is for the therapist to ask the client to distinguish 
between fact and hypothesis and to make guesses about the likely 
consequences were his assumptions actually to turn out to be valid. 
The therapist will also be working with the client to set up a series of 
behavioural tests of alternative hypotheses. The client is then urged 
to carry out these tests as homework exercises. The exercises are 
arranged in a graded manner so that the client experiences repeated 
Success over more and more difficult situations. ; 

Beck has developed his approach for a variety of emotional 
disorders but the most prominent clinical group with which his 
treatment is associated is depression. Although cognitive therapy 
has been practised in different forms for many years It Is only 
Tecently that it has been subject to any detailed evaluation. There is 
Now evidence from controlled trials that it is effective (Rachman 
and Wilson, 1980; Williams, 1984b). What is more difficult is to 
establish whether it actually works in the manner that is purported. 

here are problems in doing this. For example, cognitive therapists 
have relied almost exclusively on the verbal statements of their 
Clients as evidence for cognitive events, processes and schemas, Yet 
it is almost a truism in psychology to say that what a person states 
about himself is not necessarily accurate. Self-statements are easily 
influenced by the conditions under which they are assessed and the 
Ways in which they are assessed. Fortunately it seems that the 
8eneral methodology of experimental cognitive psychology might 


160 Investigating Abnormal Behaviour 


be applied with benefit to the issues raised by cognitive therapy 
(Kendall, 1983). 


Summary 


This completes the present survey of the main schools of psycho- 
logical treatment. This survey has attempted to describe the main 
features and basic assumptions of each school and to indicate to 
which kinds of disorder the treatment methods are usually applied. 
In general the psychological therapies described are directed at 
problems corresponding to the traditional psychiatric category of 
neurosis. This includes problems of anxiety, fear, obsessional 
behaviour, and the habit disorders such as excessive alcohol and 
tobacco use. In children the main problems approached by these 
methods include emotional maladjustment, conduct disorders and 
developmental problems which impinge upon education. The 
psychological treatment of individuals with predominantly psy- 
chotic symptoms, such as hallucinations or delusions, has not been 
extensively examined here. Nevertheless the previous chapter 
mentioned Rogers’s largely unsuccessful trial of client-centred 
therapy with schizophrenics and, as described above, there has 
been more successful application of operant behavioural techniques 
to the management of chronic psychotic institutional residents. 

For the sake of brevity these treatments have been discussed aS 
applied to single individuals but many treatments are applied to 
groups. Sometimes group treatment is merely a more economical 
way of delivering therapy as when behaviour therapists treat 
agoraphobics in groups. However, in this case it does also appe4! 
that the group can have an extra, beneficial effect in facilitating 
treatment and improving long-term outcome. Patients can suppo't 
and reinforce one another. In other cases the emergent psycho- 
logical properties of the group are used as the major mode O 
psychological treatment. This is seen in the so-called ‘therapeutic 
community’ and many short-term psychoanalytically oriente 
treatments. Naturally occurring groups, marital dyads and families 
may also be the subject of psychological intervention. Usually 
group processes are understood and interpreted within the general 
framework of one of the therapeutic approaches that has bee? 
described (see Bloch, 1982). 


bí 
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Addendum — physical treatments 


It is the psychological therapies that are the focus of interest in this 
book and it is therefore these that have been described in some 
detail. This emphasis on psychological forms of treatment should 
not be taken as indicating that they are the most commonly used 
forms of treatment for psychiatric disorders or that other forms of 
treatment are necessarily less effective or less appropriate in given 
circumstances. In fact most people presenting to the health services 
with psychiatric disorders are likely to be treated mainly by physical 
means. In order to balance the picture it is necessary to give a brief 
account of physical treatments in psychiatry. 

The most commonly used treatments are undoubtedly pharma- 
cological. There is a vast number of different drugs available for 
prescription but these generally fall into three main groups. These 
are the minor tranquillizers (or anxiolytics), the major tranquil- 
lizers (or neuroleptics) and the antidepressants. A brief comment 
on the pharmacological treatment of depression was given at the 
end of Chapter 4 and it will be recalled that there are two main types 
of antidepressant, the tricyclics and the monoamine oxidase 
inhibitors, Both these take some time (usually ten days or more) to 
Produce a therapeutic effect and they are each thought to be 
maximally effective in cases of depression with slightly different 
associated features. All other things being equal the tricyclics are 
Preferred because the monoamine oxidase inhibitors can produce 
toxic side effects in combination with certain foods especially those 
Containing high levels of the amino acid tyramine (e.g. cheese, 
chianti and caviare). Lithium, in the form of lithium carbonate, 
appears to be an effective prophylactic for those with bipolar 
affective disorders but its administration needs to be carefully 
Monitored because it can produce serious side effects such as renal 
damage if the dosage rises above the therapeutic range. 

As the name suggests, the minor tranquillizers are predominantly 
Used for the control of the less severe symptoms of anxiety which are 
encountered in the general practitioner’s surgery or the psychiatric 
Out-patient clinic. Benzodiazapines are now the most commonly 
Used family of drugs in this category and the best known of these is 
Valium. The benzodiazapines are more effective than placebo 
Medication in reducing the physical and subjective symptoms of 
anxiety. Their great advantage Over the earlier anxiolytics of the 
barbiturate group is that they are very much less likely to prove 
lethal when taken in overdose. They also have fewer side effects and 
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are less likely to induce dependence although it is now known that 
this can be a problem in some people who have been injudiciously 
kept on them for long periods. 

The final group of drugs employed in psychiatric practice is the 
major tranquillizers or neuroleptics. These drugs have an effect on 
major symptoms such as delusions and hallucinations but they also 
sedate the patient. They act rapidly to abort the most distressing 
symptoms of acute schizophrenia and manic attacks and it has been 
considered that their continued administration can offer some 
protection against relapse. Neuroleptics fall into two chemical 
types, the phenothiazines and the butyrophenones. The former 
were discovered accidentally when researchers were looking for 
drugs to sedate autonomic nervous activity. The latter were the 
product of a systematic search for more effective compounds. The 
butyrophenones are particularly effective in reducing hypermotor 
behaviour and so are useful in the management of acute mania. The 
main side effect of the major tranquillizers is that they can produce 
Parkinsonian-like effects, with a tremor in skeletal muscles some- 
what similar to that occurring in Parkinson’s disease. Chronic use of 
these drugs can sometimes produce irreversible motor disorders 
(tardive dyskinesia). Because of the tendency to produce Parkin- 
sonian side effects they are often given in conjunction with anti- 
Parkinsonian medication. 

The other main physical treatment in general use is electro- 
convulsive therapy (ECT). It was first introduced as a treatment for 
schizophrenia but was found to be ineffective. It is now almost 
entirely used for the treatment of severe depression and for this 
reason it was described in Chapter 4. It has been a very contro- 
versial treatment but the weight of evidence now points to it being 
very much safer than is sometimes supposed and to it having 4 
definite antidepressive effect. 

As indicated, this is a very brief survey of physical treatments 
which has avoided going into any detail. More extensive accounts of 
physical treatments can be found in most textbooks on psychiatry: 
Berrios and Dowson (1983) and Lader (1980) offer much more 
detailed information. 

Before leaving the topic of biological treatments a further point 
can usefully be made. The use of drugs and ECT can involve the 
assumption that the only way to have a therapeutic effect is to 
change something within the patient. This assumption can equally 
be shared by the users of most forms of psychological treatment 
with the exception of operant behaviour therapy. Obviously the 
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psychological and pharmacological approaches will differ in their 
implications with regard to what aspect of the individual needs to be 
changed but it is still something within the patient that is being 
manipulated. It follows from this assumption that if treatment 
appears to be ineffective the therapist has two responses available. 
He can either give more of the same thing (increase the dose in the 
case of drugs) or he can decide that he is not trying to change quite 
the right thing and change the drug or alter the therapeutic 
procedure. What this assumption does not do is to alert the 
therapist to the possibility that social and environmental effects may 
exert powerful moderating influences and so contribute to long- 
term recovery or adaptation. This is an issue that will come up again 
in Chapter 13. 
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10 Evaluating Treatments: 
Curious Clinicians 


The previous two chapters have described the main approaches to 
psychological treatment together with their underlying assumptions 
and rationales. The question that follows most naturally from these 
descriptions is concerned with how well the therapies work. 
Experience has shown that this question is nothing like as simple as 
it sounds. In evaluating treatments a number of more specific 
questions can be asked. Are treatments effective in reducing the 
distress reported by individuals and do the benefits of treatment 
outweigh the costs? (Here ‘costs’ is being used in a much wider 
sense than the purely financial and to refer to the time and effort put 
into treatment and any negative consequences or ‘side effects’ that 
may also result from the treatment.) If a treatment works, why does 
it work? Is it because there are specific therapeutic ingredients OF 
are there powerful non-specific or ‘placebo’ factors that exert a 
therapeutic effect? Once specific factors can be identified, how can 
these be explained in psychological terms? In other words, are the 
rationales given by the various schools of therapy in order to derive 
their particular forms of treatment substantially correct? Do some 
kinds of treatment work better than others, given that all other 
features that could influence outcome are held constant? 

These are the broad questions that a person with a critical mind 
might want to ask about treatment. Given the large number of 
therapeutic techniques and rationales set out in the previous 
chapters, it would be a gargantuan task to attempt to answer these 
questions comprehensively. In this and the following two chapters: 
discussion concentrates on dealing with the range of options open to 
investigators in trying to pursue questions relating to the effective- 
ness of particular treatments. The examples chosen will come 
largely from the vast literature on behaviour therapy because this 
generally offers the most extensively developed field in the experi- 
mental evaluation of treatments. Nevertheless some attention wil 
be given later (in Chapter 12) to the important question © 
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comparing the effectiveness of different kinds of treatment. This is 
an issue that has provoked particularly acrimonious debate as well 
as much constructive thought but which perforce involves some 
consideration of non-behavioural treatments. 


The problem of measuring change 


When a clinician is faced with a single client there is a need to take 
account of at least the most basic of questions concerned with the 
effectiveness of interventions. This relates to whether the patient 
can be considered to have improved or got better. In normal 
practice the clinician will most likely rely on his judgement based on 
what the client tells him, what he looks like, and how he presents 
himself in order to form a global impression of progress. This 
information may also be augmented by the reports of others such as 
ward staff (if the patient is in hospital) or members of the patient’s 
family. This global impression is obviously the result of a compli- 
cated cognitive calculus which is likely to be highly idiosyncratic, In 
any case this judgemental process is not publicly observable, 
although its end results may be, and the criteria on which the 
judgement is based are unknown. It might also be suspected that 
there are sources of bias which would distort judgement especially 
in the direction of favouring a positive outcome and overestimating 
improvement. The clinician’s judgement is essentially an un- 
validated measure with no known reliability. As such it is highly 
difficult, if not impossible, to compare any one clinician’s ‘results’ 
with those of any other, or perhaps even the outcomes of different 
clients treated by the same clinician. 

A first step in rectifying this position is therefore the adoption of 
some form of standardized measure which, at the very least, can be 
administered before and after treatment: In clinical work such 
Measures might be symptom checklists, inventory measures of 
depression or anxiety, a projective test of personality, or an 
observer-based rating scale of behaviour in a given setting. If after 
treatment there was a marked improvement in the client’s scores on 
whatever measure or measures were chosen, would it be legitimate 
to conclude that the client had indeed improved? 

In general terms it would seem sensible to place greater 
confidence in the measures because they are more open to public 
Scrutiny and important features such as their reliability can be 
established. There is a complication in that there are a number of 
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alternative explanations for any change in the observed scores 
(Campbell and Stanley, 1966; Cook and Campbell, 1979). It may be 
that any changes are due to the effects of repeated testing alone. It is 
possible that a patient is ‘faking good’. On encountering the items 
for the second time he is now motivated to dissimulate his true 
mental state. He may fear that if he admits to certain types of 
symptom (e.g. hallucinations or delusions) then he is less likely to 
be discharged from hospital or have treatment terminated. The 
Teverse can also occur where clients choose to ‘fake bad’ in order to 
avoid discharge from hospital or to maintain the contact with their 
therapist. As well as motivated changes in scores there can be 
practice effects. Experience in dealing with the problems presented 
by a test of cognitive ability (e.g. one of the standard tests of 
intelligence) may actually help the subject to perform better next 
time. In the case of rating symptoms the subject may initially be 
very concerned with these and rate them as being quite intense. 
With the passage of time the actual symptom level may not change 
but the patient adapts to the Presence of the symptoms and then 
sees and rates them as being less intense. 

A second possibility is that the measuring instrument itself has 
changed between the two Occasions of testing. Campbell and 
Stanley (1966) refer to this as instrumentation. For example, the 
criteria by which independent judges will rate the severity of a 
Symptom can be affected by the severity of the same symptom in 
ed immediately beforehand. 
observer drift is a well-known example of 
n studies using direct observation. In these 
re trained to rate behaviour as it occurs. 
Teordained categories and it is possible for 
TS to achieve very high levels of agreement 
ating (inter-rater reliability), Despite a high 
t is still Possible for observers to depart from 
teria over a period of time. Indeed there is 
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Kent eral. (1974) provided an elegant demonstration of the effect 
of observer expectancies on the measurement of target behaviour. 
They trained ten pairs of observers to rate disruptive behaviour ina 
school classroom (this consisted of such things as the child being out 
of his place and touching another's property). The observers were 
then shown twenty-four tapes, the first twelve of which were said by 
the experimenters to be baseline sessions where no treatment was 
applied. Five pairs of observers were then told that the class was 
then given a token economy treatment for the next twelve tapes. 
This is a form of treatment that had been described and discussed in 
some detail by the experimenters. The other five pairs were told 
that the second set of twelve tapes were taken to examine the 
generalization of treatment and there was the implication that no 
change in behaviour was to be expected. The raters were then asked 
to provide estimates of changes occurring in the second set of tapes. 
Raters told that the token economy was in operation judged that 
there was less disruptive behaviour in the second phase whereas the 


remaining raters reported no difference in behaviour. Although the 


Taters’ global judgements were affected by their expectation of 
therapeutic change there were no differences between the groups of 
raters when their actual ratings of specific behaviours were 
examined. 

This does not mean that ratings of specific behaviour are not an 
inviolable form of data. Kent and his colleagues went on to 
demonstrate that when they provided feedback to raters in the form 
of approval by the experimenter for the rater performing in 
accordance with his expectancy of therapeutic change, then the 
Tater actually changed his ratings of disruptive behaviour although 
no change had occurred (O'Leary ef al., 1975). The presence of 
expectations in conjunction with experimenter feedback is prob- 
ably a critical potential source of bias in studies based on direct 
Observation. i, 

A further problem that might arise in examining pre- and post- 
treatment measures is that any change in score could be due to the 
reactivity of the test rather than to an improvement produced by the 
treatment. A reactive measure is one that induces a change in the 
behaviour that it is trying to measure. There is ample evidence from 
Tesearch in social psychology to the effect that the presence of 
observers can alter the behavioural characteristics of the people 
they are trying to observe. x N { 

A commonly used type of measure 1n experimental studies of fear 
reduction is also known to be highly reactive. “Behavioural 
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avoidance tests (BATs) were developed by Lang E Poe 
1966) to measure the change in phobic avoidance be Fe ae 
treatment by systematic desensitization. The tests Laas y TINA 
a graded series of behavioural tasks in which the a ie eat 
Opportunity to attain closer proximity or greater orae Y 
phobic object. For example, snake phobics might be Tee 
initial Opportunity to enter a room in which is a glass cage co eh 
a harmless snake. At the top end of the test hierarchy the crit ft 
would be to pick up and hold the snake for a specified ene 
time. Leading up to this there would be a series of twenty ee 
Steps arranged as near as possible on an interval scale. The sul fine 
Score is the scale point beyond which he cannot proceed. In ad 1 7 a 
to the behavioural approach score many BATs make provision k 
the subject to be observed, usually unobtrusively, by raters W. 
record overt signs of anxiety such as trembling, hesitation and so on. 
It is known that the scores obtained from this type of test can ee 
Teadily influenced by the type of instructions given and t a 
conditions under which the person is tested. For example, subjec 
given a ‘one-shot’ presentation where they are told to go as far a 
they can up the hierarchy in a single attempt do not perform as we 
as those subjects given a graded introduction to the ee 
Better performance levels are also obtained when subjects are tol 
that it is essential that they complete a certain level in order for the 


experimenter to obtain other measures, usually psychophysio- 
logical indices such 


$ significant reductions in self- 
ratings of anxiety. Their patient was severely afraid of spiders to the 
extent that 


if she saw a spider; physically/ 


shook, felt dizzy, her palms sweated, her 
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mouth was dry, she could feel her heart racing and thumping! and she 

experienced feelings of weakness in her legs. [Rowland and Canavan, 

1983, p. 140] 

In addition to these symptoms she was unable to go into the 
country and would leave any room in which a spider had been seen. 
On her homecoming each evening she would check the house and 
especially the bathroom for spiders. This is a very good description 
of a severely phobic person with intense subjective and physical 
symptoms and a wide range of socially debilitating avoidance 
behaviours. 

Rowland and Canavan (1983) constructed a twenty-item hier- 
archy which they initially presented to their subject and asked her to 
rate how upset (anxious) she would feel if she were in the situation 
corresponding to each stage in the hierarchy. This was then 
repeated after a short interval and no significant change was 
observed. The patient was then presented with the hierarchy items 
one at a time, starting at the bottom and asked if she could perform 
each item. If she said ‘yes’ she was then given the Opportunity to 
actually carry out what was involved in that item. Otherwise the 
item was just passed over with no attempt to exhort the patient to 
achieve it. From the description given in the report this was 
definitely a low-demand procedure. At the end of this BAT the 
Subject rated the items for their anxiety-provoking powers yet again 
as in the original procedure. There was a large reduction of about 50 
Per cent in her ratings of the degree to which she was ‘upset’. The 
inference that this reduction was caused by the BAT is strength- 
ened by the fact that two subsequent sessions in which she was 
treated by cognitive methods and a discussion of coping strategies 
resulted in no change in her ratings. Despite this the patient 
reported that she had found the therapy sessions useful and that she 
thought that she had made some improvement. It therefore seems 
unlikely that the change following the initial BAT was a result of 
demand characteristics or any therapeutic expectations engendered 
by the BAT itself. j 

In passing it is worth noting that BA Ts were developed at a time 
when the prevailing theory of avoidance behaviour was that it was 
determined by a drive (fear). The rationale behind treatment by 
systematic desensitization, which was then the standard treatment, 
Was that it would reduce this drive. Reduction of drive would then 
reduce the avoidance behaviour. Since BATs deal with the 
avoidance behaviour itself, and not the underlying drive, it was not 
anticipated that the reactivity of the measure would be a major 
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problem. The later development of treatment by ee ce 
brings the BAT procedure much closer to what oe ‘ lee =: 
therapy and thus points to why BATs have high leve : y eee 

Many tests used by psychologists have less than perfec ee 
reliability. This means that when people are tested twic E 
same test on different occasions their scores will not E Aa 
identical despite the absence of any real change in the ee oes 
is being measured. Some of the reasons for this have already 


3 i rs 
expounded and in addition it is quite probable that simple erro: 
will 


improvements in their score: 
were treated. O 


and standardized o 
in the middle of the Tange. 
The issue of test- 


s irrespective of how they 


The single case experiment 


Suppose that the Problems of measurement caused by reactivity, 
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statistical regression, instrumentation, etc. can be overcome to a 
satisfactory degree and that measures taken before and after 
treatment still showed that the client had improved to a significant 
extent. Is it now possible to claim that it is the treatment per se that is 
responsible for the change? Although this inference would be 
attractive, especially to the clinician who not unreasonably wants to 
confirm his efficacy, there are at least two alternative explanations 
that need to be eliminated. 

Firstly, it could be the case that the period of therapy coincides 
with fortuitous changes in the patient’s life circumstances. For 
example, one of the authors recalls an obsessional-compulsive 
patient who repeatedly checked her food to ensure that there were 
no traces of ground glass present. The standard treatment of 
response prevention had only the most modest success until her 
husband left her for another woman whereupon a dramatic 
improvement in the key symptom was noted. It then transpired that 
at one point in their marriage the husband had apparently tried to 
harm his wife by placing ground glass in her food! For some 
unknown reason the patient had not felt able to disclose this fact 
earlier in treatment. Admittedly this is an unusually extreme 
example of an ‘accident’ of history affecting the outcome of 
treatment but it does illustrate the point that people who present for 
treatment lead complex lives outside of the treatment sessions 
about which even the most skilful therapists have little knowledge. 
What goes on outside may be highly influential in determining the 
course of psychological disturbances and thus distort treatment 
effects. 

A second factor which might explain change in the patient is 
known as maturation. Whereas history refers to the influence of 
external events on the crucial measures of outcome, maturation 
denotes the possibility that naturally occurring, internally gener- 
ated processes may influence the course of dysfunction. This is most 
Obviously seen in disorders that occur in children, especially where 
there is a known natural improvement in performance such as in 
Speech or motor ability. Maturation is also a major alternative 
hypothesis in any research programme in which educational factors 
are being evaluated in children. Related changes can occur in adults 
where there is a well-recognized tendency in people with psycho- 
logical disturbances to get better with time despite the absence of 
any therapeutic intervention Or the occurrence of any external 
event that might plausibly explain the change. This is commonly 
referred to as spontaneous remission. Tennant et al. (1981) found 
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relaxation. The patient apparently believed this dubious rationale 
and according to both her own and her husband’s reports she 
practised the techniques regularly. From an empirical point of view 
it was expected that the relaxation would only have a marginal 
effect and it was introduced as a placebo treatment or active 
baseline. 


BASE LINE BASE LINE TREATMENT 
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Figure 1. Results of a simple AB single case experiment on the therapeutic A 
reduction of panic attacks. In the baseline (A), the patient kept a log of her panic 
attacks. In the second phase of the baseline (A’), she was taught muscle 
relaxation as a placebo. Finally in the treatment period (B) she was taught a 
Version of Meichenbaum's stress inoculation training. 


mbination of Meichenbaum’s stress 
delling (Kazdin, 1980) in which 
social gatherings in a variety of 


_ The real treatment was a co 
inoculation training and covert mo 
the patient imagined herself leaving z 
socially competent ways. She was also instructed to gradually, 
expose herself to successively more difficult social situations. Figure 
1 indicates that when the treatment proper was introduced, there 
was a notable reduction in the number of panic attacks. It was also 
clear from her account that she began to go out more often and by 
the end of treatment she had begun visiting places that she had 
avoided for a number of years. The relatively stable frequency of 
Panic attacks in the baseline phase (A and A’) suggests that the 
alternative explanations of testing, instrumentation, reactivity and 
Statistical regression can be tentatively excluded. If these factors 
had been in operation there would have been a marked reduction in 
the frequency of the attacks over the first few observations. If a 
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maturation factor were operating this would also result in a slow 
change in the frequency of attacks over the course of the baseline. 
What cannot be excluded is history since a single event temporarily 
coincident with the introduction of treatment might produce such a 
pattern of scores. Asit happened no event was noticed at the time of 
treatment. In addition, during both baseline and treatment phases 
events of some emotional importance occurred without there being 
a corresponding change in the frequency of panic attacks. This 
observation suggests that the panic attacks were not readily 
influenced by historical events although this claim cannot be proved 
on the basis of the present experimental design. 
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can be dysfunctional because they interfere with the child’s ability 


to do other things and so make him even slower in learning adaptive 
and useful skills. 
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Figure 2. An example of an ABAB single case experiment, in which the 
experimenters checked for the effect of the treatment by withdrawing and then 
reinstituting the treatment. In this example the investigators (Shapiro et al., 1980) 
treated a mentally handicapped girl, Ruth, for stereotyped movements which 
resulted in self-mutilation. During baseline conditions (A), the number of times 
Ruth touched her face was counted. In the treatment phases (B), a form of 
response prevention where her hands were restrained was instituted. i 
(Reproduced with permission of the Association for Advancement of Behavior 
Therapy and the authors, from Behavior Therapy, 1980, 11, 227-33.) 


Figure 2 shows some data from an 8-year-old girl, BASEN PORE 
stereotyped movements took the form of placing her hands in her 
mouth for a few seconds at a time. This repetitive behaviour had 
Tesulted in a dermatological condition which necessitated medical 
treatment. In order to be treated, Ruth’s arms had to be placed in 
restraints. During the experiment Ruth spent fifteen-minute 
sessions in a small classroom seated at a desk on which there were 
three visuomotor tasks at which she could play. Her activity on 
these tasks was continually monitored in order to ascertain whether 
the successful treatment of her stereotyped behaviour would lead 
her to spend more time in constructive play: 

In the baseline phase (A) the rate at which Ruth touched her face 
was counted. Treatment (B) consisted of the therapist saying ‘No, 
Ruth, take your hands out of your mouth’, and physically holding 
her hands down on the table for thirty seconds. As Figure 2 shows, 
the introduction of treatment produced a relatively quick and 
significant reduction in the frequency of hand movements. Hand 
movements promptly returned to baseline levels when the treat- 
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order to allow for the effects of the previous treatment jest meei 
dissipated. This strategy will not work for many psyc eee A 
treatments which specifically aim to provide the patient 


3 ; z . to be 
means of coping with problem Situations which are intended 
used by the patient after treatment is discontinued. 


More than one Problem: the multiple baseline design 
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Figure 3. An example of a multiple baseline 
a young man, Tom, who was excessively slo 
was helped to speed up to more normal leve! 


Untreated behaviours remained constant. The pe 
treatment rather than other factors was respons! 
(Taken from C. Bilsbury and S. Morley, Behaviour 
17, 405-8, reproduced with permission of Pergam 
Kopel (1975) discuss the issues in some detail.) If the target 

ehaviours change in the appropriate direction and only when the 
relevant treatment is introduced then it is possible to be moderately 


ble for Tom’s improvement. 
Research and Therapy, 1979, 
on Press.) 
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confident that the changes were produced by the treatments. If the 
changes occur in control problems at the same time as a treatmentis 
introduced aimed at a single problem then this could be due either 
to a generalized treatment effect or to some other influence not 
directly manipulated by the experimenter. When designing experi- 
ments using multiple baselines it is advisable to seek a combination 
of treatments and target problems such that generalization of 
treatment effects from one problem to another is unlikely. The 
difficulty is that itis not always possible to be confident of this before 


An example of the successful application of a multiple baseline 
design is seen in Figure 3, which shows data collected by Bilsbury 
d Morley (1979). Their patient, Tom, was a young man with a 
Tare disorder, obsessional slowness (Rachman, 1974). This is 
Ss and meticulousness in self-care 


concerning harm 


feature in obsessional States. 
When Tom wa 
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Conclusions 


Carefully conducted single case investigations can help the clinician 
to investigate the effects of therapy in an experimental way. They 
may also be the only practicable way of investigating the effects of 
treatment where it is very difficult to get comparable groups of 
subjects to put into the more conventional form of a clinical trial 
which compares a treated group with an untreated control group or 
a control group given some other form of intervention. One 
criticism that has sometimes been raised with regard to single case 
experiments relates to the problem of generalization. No matter 
how unambiguously a single case experiment may demonstrate that 
the treatment was effective for that patient, to what extent is the 
finding also likely to be true of other cases? A little thought reveals 
that this criticism is not as serious as it might appear at first sight. 
Suppose Bilsbury and Morley (1979) had been able to obtain a large 
Number of patients with obsessional slowness like Tom and 
compared the results of their treatment package applied to one 
group with the outcome in an untreated control group. The key 
assumption behind the experiment is that the subjects within the 
groups are relatively homogeneous both with regard to the nature 
of their problems and in response to treatment. It is just this same 
assumption that lies behind any attempt to generalize from Tom to 
Other patients with apparently similar problems. In any case 
generalization can also be tested by repeating the same investi- 
gation when the next patient with the same kind of problem comes 
along. 

_ This is not to say that single cas 
lts limitations. The single case ap 
ventions are easily controlled by t 
rapidly and unambiguously. It is easies 
ments when there is relatively tight con 
environment so that there is little opportunity for external events to 
influence the course or outcome. It is also necessary to use measures 
that generally have low levels of reactivity and which can be 
repeated on many occasions without artifacts occurring. Such 
circumstances are not always easy tO arrange. Not surprisingly 
Single case methodology has been most commonly used to investi- 
gate treatments coming within the fields of applied behaviour 
analysis and behaviour therapy. It would be extremely difficult to 
formulate psychodynamic treatments to fit in with this sort of 
Experimental method. 


e experimentation is not without 
proach is best where the inter- 
he clinician and when they act 
t to conduct these experi- 
trol over the treatment 
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piro et al., Ruth was treated with positive practice Sy 
essions. In positive practice her hands were systematically 
ect task for the treatment session. This additional data ia 
d line. (Reproduced with permission of the Association fo 
havior Therapy and the authors, from Behavior Therapy: 
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overriding problem which can never be totally ruled out when two 
or more treatments are compared within one subject. This problem 
is known as multiple treatment interference. That is, one can never 
finally exclude the possibility that the effects of one treatment might 
carry over or interact with the effects of the other. The second 
treatment might be potentiated or inhibited by the first. What is 
then required to disentangle this situation is an experiment in which 
treatments or components of treatments can be presented in 
isolation from each other so that their effects are not confounded. 
This can only be done in the context of an experiment using 
matched groups of subjects. Where groups of patients cannot be 
obtained in sufficiently large numbers or are difficult to obtain at all, 
investigators have resorted to the use of ‘analogue’ experiments and 
this is an issue which will be taken up in the next chapter. 


11 Why Do Treatments 
Work?: Process 
Research 


Proving that a treatment has some therapeutic benefit is ee 
different thing from showing why it works. A treatment ee 
systematic desensitization may be effective in reducing fears buti A 
real mechanism of action may be quite different from that moles 
by the rationale on which the treatment was originally base 
Process research is concerned with discovering the mechanisms 
underlying treatment effects. This is interesting for two reasons 
One is that identifying the effective ingredients in treatment is likely 
to lead to the development of more efficient methods of treatment. 
The second lies in the fact that understanding the processes that are 
effective in modifying abnormal behaviour is also likely to help 


towards the goal of getting a better understanding of such 
behaviour. 


Process research t 
different component 
different combinati 
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will report having fears of small animals such as snakes and spiders. 
Such individuals can be easily detected using inexpensive question- 
naires. Those with extreme scores can then be recruited to serve as 
experimental subjects. In practice this has led to a large number of 
investigations being carried out on university students who tend to 
be the most available potential subjects for many researchers 
(especially in the USA where acting as a subject for university staff 
may well be a course requirement for the vast numbers who do 
elementary psychology courses). Not only can such subjects be 
much more easy to come by than patient populations but they yield 
relatively homogeneous groups with low drop-out rates. 

Not surprisingly, analogue studies have found considerable 
favour with psychologists. Borkovec and Rachman (1979) argue 
persuasively for their use and take as an example research on the 
reduction of fear conducted by Lang and his associates (e.g. Lang et 
al., 1966). They claim that this research has led to four effects. 
Firstly, it has answered specific questions about treatments by 
demonstrating that systematic desensitization is an effective tech- 
nique for reducing fear and avoidance. It should also be noted that 
these studies have also tried to investigate what it 1s about 
systematic desensitization which makes it effective. Borkovec and 


Rachman’s second claim is that analogue studies have been able to 


defeat mistaken ideas. In particular they note that psychoanalytic 
treatment like systematic 


theory predicts that a symptomatic 
desensitization can only be partially successful. It may dispose of 
the avoidance and fear of an event OF situation in a particular 
Subject. Because it does not attempt to resolve the presumed 
underlying conflict a phenomenon known as symptom substitution 
should occur after treatment. Analytic theory predicts that the 
unresolved conflict will be expressed itself in the form of another 
Symptom. Early researchers in systematic desensitization took care 
to try to observe this phenomenon but obtained no real evidence for 
this particular prediction. 

The third alleged benefit of analogue research has been to 
uncover new information about the relationship between various 
indices of fear. Specifically, Lang and his colleagues (e.g. Lang et 
al., 1970) have investigated the relationship between heart rate, 
imagery, subjective fear responses and the outcome from treat- 
Ment. Their results led’ Lang tO investigate the physiological 
Concomitants of imagery. This in turn has resulted in a more precise 
formulation of the therapeutic mechanisms. Finally, the careful 


` fears of spiders or snake 
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led to the realization that these measures are partially akanies 
This has resulted in an alternative and predominantly eee 
analysis of phobias (Hugdahl, 1981; Hodgson and Rachman, 1 ih 

The main concern with regard to the use of analogue i Sane i 
to investigate the effects of treatments lies in the degree oyo 
is possible to extrapolate the findings to clinical populations 


Ea : ie 
treatments. In this respect it is possible to look at analogue subjec 
in terms of three sets of characteristics: 


. ; e clinical 
A. Features that analogue subjects share with the clinica 


population. j Ades 
B. Features that they clearly do not share with the clinic 
population. f mr. 
C. Features that they may or may not share with the clinica 
population. 


l ` < irrational 
The features that fall into category A are such things as irration 


s or high scores on measures such as the 
ntory. There must be some factors a 
bjects would be regarded not as anda 
€ast potentially identical, with the clinica 
samples. In the case of the typical student analogue subjects ae 
will differ from clinical samples in many ways. They have no 


. 3 cay Pe w 
approached a doctor or clinic to complain about their fear or lo 
mood, or about whate 


Beck Depression Inve 
category B otherwise su 
but as identical, or at | 


the ways that they have 
The features manipul 
category C. The experi 
because it is not kno 
treatment is effective 
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would be no need to 
never be known a pri 
describe features tha 
(i.e. those features t 
those that divide t 
analogue experime 
upon the relative 


ment with analogue subjects is carried out 
wn which treatment or component of a 
in patient samples and the answer to m 
unknown for analogue subjects or else me 
carry out the experiment at all. It can ei 
ori whether the results of the experiment aa 
t by rights ought to belong in category A ae 
hat the two types of subject have in common of 
hem). Just how representative the results d 
nts are for clinical samples is likely to apn 
potency of variables in categories A and B- 
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Alternatively, as Borkovec and Rachman (1979) suggest, if subjects 
are similar to patients on critical dimensions, then generalizing from 
One group to the next is likely to be successful in many cases 
(p. 255). 

What then are the critical features that are likely to determine 
whether the findings from analogue studies will also apply to clinical 
Populations? Using phobias as the example one potentially import- 
ant dimension is the intensity of fear. Although many people in the 
general population might report being afraid of spiders, very few 
indeed exhibit the extreme signs of Rowland and Canavan’s (1983) 
Patient as described in the previous chapter. In a survey of 499 
women selected at random from ten separate communities, 
Costello (1982) could locate only three with phobias that were 
incapacitating to any significant degree. On the other hand, he 
found a prevalence rate of 244 per 1000 for mild fears, which were 
defined as the mid-point on a three-point scale of intensity with or 
without any evidence of avoidance. Defining phobias as fears with 
Some evidence of avoidance gave a prevalence rate of 190 per 1000 
in the population. So although there isa very low rate of people with 
handicapping fear, there is a significant proportion in the popu- 
lation with some degree of fear together with some avoidance 
behaviour, It is from this latter group that analogue subjects are 
likely to be drawn. 

There is evidence that subjects with amor 
fear differ from those with more severe ratings in the extent to 
Which they are influenced by the demand characteristics and 
instructions in the experimental situation (Bernstein and Neitzel, 
1977). A typical demonstration of this is provided by Trudel (1979). 
He selected female college students who had reported that they felt 
much fear, very much fear, or terror’ on @ questionnaire about 
harmless snakes. This group was then divided into moderately and 
very afraid subjects. Some of the subjects were given high-demand 
instructions telling them that they had to try to complete the 
assigned tasks for the experiment to be carried out successfully. 

thers were merely told to try to do.as much as they could. The 
experimental task was a standard thirty-item graded BAT. Trudel 
examined the responses of subjects at two critical points on the 

AT. These were touching the snake for the first time and 
Manipulating it. As might be expected, more moderately afraid 
than highly afraid subjects both touched and manipulated the 
Snake. Also, subjects under high-demand conditions were more 
likely to touch the snake. However, the interaction between 


mild and moderate ratings of 


ihe Y 
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demand and the level of fear was such that highly fearful subjects 
were less likely to be influenced by the demand effect of instructions 
at the point at which they had to manipulate the snake. 

As a consequence of this and similar findings it is appropriate to 
err on the side of caution when interpreting the results of analogue 
experiments in relation to what might happen with clinical popu- 
lations. Nevertheless some things can be done which might increase 
the likelihood of satisfactory generalization. One thing is to ensure 
that in studies of fear only analogue subjects with intense fears are 
used and that the results cannot be adequately explained on the 
basis of the demand characteristics inherent in the experiment. 
Some experimenters have selected subjects on the basis of their 
physiological responses to phobic stimuli and use only those who 
show unambiguous signs of arousal to the stimuli. There is evidence 
that these measures are less influenced by demand characteristics 
but the relationship between physiological and behavioural 
measures of fear is not perfect. Thus Borkovec (1974) showed that 
while physiological measures of arousal were not influenced by 
Instructions, the amount of approach behaviour was affected. h 

One possible solution to the problem of demand characteristics iS 
to search for common fears other than small animal phobias which 
milar to clinical fears. Borkovec has argued 
a number of its manifestations provides 
anxiety about heterosexual relations and 


encountering the feared situations. Antici- 
patory anxiety is usually a pronounced feature of clinical phobias. 
hman (1979) Suggest that the conditions 
kely to be an important determinant of the 
om analogue to clinical populations. while 
on sense, it would seem that in practice some 
y encountered clinical phobias just do not 
uivalent. One of these is agoraphobia and 
ests that agoraphobia is qualitatively different 
is is notably because of the presence of panic 
t appear to be precipitated by any identifiable 


of the more frequentl 
have an analogue eq 
Mathews (1978) sugg 
from other fears. Th 
attacks which do no 
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. Criterion groups. 


Why Do Treatments Work?: Process Research 187 


stimulus complex. Agoraphobia also exemplifies a major problem 
in using diagnostic categories. Although these categories can be 
reliably identified by trained clinicians and often have appreciable 
Prognostic validity, they do not necessarily reflect unitary psycho- 
logical processes or even a homogeneous set of such processes. 
There is, therefore, little evidence that a diagnostic category, such 
as phobias, represents a psychologically sensible way of under- 
Standing these disorders (Hallam, 1978; 1983). 

Not only is it difficult to find analogues for some phobias but it is 
even more difficult to imagine how analogues could be found for 
many other types of disorder. For example, Rachman and De Silva 
(1978) have shown that obsessional thoughts, images and impulses 
are quite common in normal populations but they are much reduced 
1n their subjective emotional intensity, duration, frequency and the 
degree to which they produce urges to carry out neutralizing rituals. 

Ormal subjects seem much more ready to respond to habituation 
training (the controlled repetition of the thought) than do clinical 
Obsessionals. One difference between these groups that may be 
highly Significant is the presence of a mood disturbance which is 
Very often a feature of clinical obsessionals but absent in normal 
People with obsessional thoughts. Looking at a wider range of 
Psychiatric phenomena there are clearly no corresponding analogue 
8roups for such things as psychotic depression, hypomania and 
Schizophrenia, There is then no alternative to working with the 


is that its generalization 


A final problem with analogue research 
d to conclusions about 


nnc populations may actually lead to ) Pa 
ment that are misleading or offer no evidence on importan 
questions. Mathews (1978) cites some evidence relevant to this 
Point. Imaginal flooding is a treatment with variable effectiveness in 
awe studies but which appears to be much more potent ae 
Ccessful when used with clinical populations. Analogue researc 
as also failed to identify potentially important treatment com- 
Ponents or effects. It has failed to provide a reliable guide to the 
OPtimum duration of exposure to the phobic stimulus that is 
niire for fear reduction. Neither does it provide information on 
in g portance of inter-session practice and the effeots of treatment 
acilitating this. There is also little information from analogue 
"esearch on the role of social reinforcement and general social and 


amily processes which can be important in facilitating treatment 


adherence and effectiveness (Colletti and Brownwell, 1982). 


Mally many clinical patients, and even those with relatively mild 
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anxiety-based disorders, are on medication and this may have 
important facilitative inhibiting effects on the impact of psycho- 
logical treatments (Gray, 1982). This is a factor that is less easy to 
take into account in analogue experiments. 


The role of analogue research 


Analogue research has certainly had a useful part to play in 
developing and refining psychological treatments. As the foregoing 
discussion has amply indicated, it also has important limitations. In 
some areas analogue research has gathered a momentum of its own 
and it almost seems that in some instances the study of problems 
relating to either treatment or theories of disorder has been carried 
on in analogue almost for their own sake with the clinical 
populations almost forgotten. Analogue research is probably at its 
best where it forms part ofa programme of investigations using both 
analogue subjects and clinical subjects. A good example of this i$ 
shown in the work of Ley and his colleagues (for a good review see 
Ley, 1977). Ley has been concerned with the factors that help 
patients to remember the information given to them by their 
doctors. He started with studies on clinical samples, tested out 
possible hypotheses in analogue experiments, and then went back 
to the clinical setting to show that the resulting conclusions about 
the way the information should be given did actually enhance the 
recall of that information by real patients in the actual clinical 
setting. 
_ The key issue is not whether analogue research is good or bad, 
Tight or wrong. At its best, when directed at the right kind of 
question in an appropriate context, it can provide very useful 
information with a bearing on specific questions. At its worst it ca? 
be irrelevant or possibly even misleading. Despite the advantages 
that can accrue from analogue research when sensibly employed; i 
also has to be remembered that the crucial questions are concerne 
with what happens in the case of clinical populations. At the end of 
the day it is only possible to be sure about what is happening in 
clinical populations by actually studying those populations and not 


some substitute, no matter how close that substitute might be to the 
real thing. 


Why does a treatment work? 


As we mentioned at the beginning of this chapter, it is relatively 
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simple to demonstrate that a particular treatment works. The 
appropriate experiment compares the treatment with a control 
group using measures of important clinical or social features which 
are applied pre- and post-treatment to the treated group and at ` 
comparable times to the control group. The results will give little 
indication about why the treatment works. Apart from intellectual 
curiosity there are sound practical reasons for wanting to discover 
the method of therapeutic effect. If the effective components can be 
isolated, it may well be possible to increase the value of the 
treatment by presenting the effective component more efficiently 
and by deleting the irrelevant aspects. Where pharmacological 
treatments are involved there is the added incentive that it might be 
Possible to eliminate the components responsible for unwanted side 
effects. Side effects may also occur in psychological treatments but 
seem rather rare (e.g. Shipley and Boudewyns, 1980). 

The process of discovering how a treatment works can be rather 
Complicated. In dealing with this issue, Wolpe’s systematic desensi- 
tization will be used as the example because it is known to be a 
Clinically effective procedure for a relatively circumscribed set of 
disorders, the phobias. It is considerably less effective as a 
treatment for other disorders with a fear component such as 
Obsessional behaviour and it is ineffective aS a treatment for 
depression and the psychoses. It should also be noted that direct in 
vivo exposure to feared situations has replaced systematic desensit- 
ization as the treatment of choice for some phobic problems, and it 
met Now be regarded as one of a number of treatment strategies 
es upon exposure to the phobic stimulus. Never neal ay 

Pite its reduced clinical importance, systematic desensitization 
ie have a number of advantages in the present context because it 
Ra poen so extensively investigated. In spite of this there 's smg 

T comprehensive account of its mode of action. , 
a There have been three major theoretical approaches Ore 
ten me action of systematic desensitization. The first 1s ae lo 
arning theory. The second emphasizes the therapeutic relation- 
Ship and is based in psychodynamic theories. Finally, there are 
explanations based on social influence particularly in relation to 
He concepts as expectation and credibility. These will be looked at 
urn, 


Learn; 
arning theory explanations 


Wolpe’s (1958) account of systematic desensitization (SD) is not at 
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all clear as to the mechanism (Watts, 1979) but the fundamental 
notion is that a fearful response could be reciprocally inhibited if it 
was evoked in a situation when the individual was in a state 
antagonistic to fear. This is usually a state of muscular-skeletal 
relaxation but could also be sexual arousal, aggression or a number 
of other things. Wolpe stipulated that for the treatment to be 
effective three conditions should be met: (1) fear-evoking stimuli 
should be presented by ascending a graded hierarchy; (2) responses 
neutralizing anxiety-induced arousal were necessary; and (3) the 
first two conditions should be presented contiguously. He argued 
that by presenting weak phobic stimuli the state of relaxation (if that 
is the neutralizing Tesponse) will not be disrupted and no anxiety is 
experienced. To account for the permanent effects of this contigu- 
ous pairing Wolpe proposed that associating the anxiety-producing 
stimulus with no anxiety was reinforced by the Hullian principle of 
drive reduction. As each item in the hierarchy is desensitized so the 
next items lost some of their capacity to evoke fear through the 
process of generalization decrement. It will be recalled that at the 
time that SD was proposed as a treatment the overt behaviour was 
construed as being under the control of specific drives which 
‘pushed it along’. In the case of fear-motivated behaviour it 
followed that once the fear drive was reduced by SD so overt 
manifestations of fearful behaviour should dissipate. It is now 
known that this is not necessarily the case (Rachman, 1976b)- 

Wolpe’s account is inadequate in several ways. At a practical 
level it is clear that it is not Necessary to present fearful stimuli in 4 
graded manner, nor is it necessary to present them in conjunction 
with a deliberately induced counter-response. If stimuli that evoke 
intense fear are presented for long enough and often enough, feat 
responses will be reduced, assuming that they are not followed by 
negative (aversive) consequences (Boudewyns and Shipley, 1983). 
This indicates that Wolpe’s proposed requirements for the 
reduction of fear are misleading. 


A second problem with Wolpe’s formulation is that his theoretic- 


al propositions are far from clear. Watts (1975) has noted that 


Wolpe implies that he views anxiety both as a drive state and as ĉ 
Particular response. In this Case reciprocal inhibition could occur 2 
both peripheral and central levels. The fundamental problem is that 
there are too many theoretical constructs and too few measures © 
these constructs. Furthermore, it is not readily apparent how th 
theoretical constructs are to be tied to observables. 

Evans (1973) has argued in a similar vein that an adequate 
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account of SD must fulfil the usual criteria for developing a theory. 
The procedural elements must be specified as must the way in which 
they relate to theoretical constructs. The temporal relationships 
between the variables should be set out and the boundary con- 
ditions as to what the theory is explaining need to be delineated. 
Evans notes that most of these conditions have not been met by 
Wolpe’s (1958) explanations or indeed any other explanation of 
SD. Evans also considered some of the particular accounts of SD. 
He dismissed counter-conditioning as an explanation on the 
grounds that there is no correspondence between the procedures 
involved in SD and the usual laboratory counter-conditioning 
Procedure where there is explicit reinforcement of an alternative 
Tesponse. This objection tends to confuse procedure with process 
Unless it is further assumed that the process is specifically dependent 
upon following the details of the laboratory paradigm. 
Another explanation has been drawn from an analogy between 
D and extinction procedures. Extinction is merely the present- 
ation of a conditioned stimulus without subsequent reinforcement. 
Evans points out that a number of parameters involved in the 
Presentation of conditioned stimuli are known to affect extinction. 
t would be relatively easy to replicate these conditionsin SD. Ifthe 
Tesults emerge as being congruent with what is already known about 
extinction this would lend support to the analogy. Unfortunately 
TSR extinction as an explanation of SD appears to pe 
nadequate. While there is reasonable correspondence atape 
cedural level there are immense problems at the level of theory. 
Xtinction is not a theory as such; indeed there are a number of 
moues of extinction (Mackintosh, 1974). Each of these theories l 
tinction makes differential predictions about the course 0 
Tesponse decrement under varying conditions and empirical 
euPport can be found for each theory. As yet there appears to bene 
Onsensus on what extinction is even in relatively simple laboratory 
Situations, f 
DS idea that SD might be considered as analogov: fo R 
Nate Was put forward by Lader and Wing (1966) ee 
athews (1968). At a procedural level habituation is identical to 
extinction and involves the repetition of a stimulus with no 
~lnforcement and the subsequent decrement in responding. Evans 
ieee ced this as a potential explanation for SD on the grounds a 
3 most studies of habituation the response decrement 1s transien 
lereas in SD it seems to be permanent. However there is some 
Vidence that habituation is not always 4 transient event (for a 
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review see Watts, 1979). Others have protested that pare 
applies only to unconditioned stimuli whereas SD is concerned wat 
fear that is conditioned. In fact this is an assumption that does not 
too well with the known facts concerning phobias. There are 
considerable problems for a conditioning theory of phobia a 
sition (Rachman, 1977) and Gray (1982) presents a power H 
argument for considering fear stimuli as sensitized unconditione 
stimuli. 

The original proposal by Lader and his colleagues was Ta 
maximal habituation theory. This states that fear stimuli woul 
habituate under repeated presentation and that this rate of habi 
ation would be maximized by factors which lowered the amount 0 
physiological arousal. Arousal can be manipulated by relaxation E 
well as pharmacological means and is also a function of individua 


differences. Subsequent evidence for this proposition was not 
entirely convincing (Watts, 1979). 


aes d 
Table 4 Contrast between the hypothetical processes of habituation an 
sensitization, 


Purely decremental Decremental at first, 


then incremental 
Specific to one 


i s 
F Affects general responsivenes' 
stimulus 

Independent of Proportional to stimulus 
stimulus intensity intensity 


Decays spontaneously Decays spontaneously but is 


ituation 
more transient than habituatio 


i roa S 
In a series of stimuli there is progressively more habituation and leS 
sensitization 
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inhibition theories. For example, it proposes that low-intensity 
items will habituate more rapidly if they are presented for short 
durations whilst the reverse will be true for high-intensity items. 
The crucial difference between the conditions is the amount of 
sensitization which is allowed to occur. The theory also predicts that 
there will be interactions between the stimulus intensity and the 
Presence or absence of relaxation in determining the amount of 
anxiety reduction. A further implication of the theory is that there 
will be differences between the amount of short- and long-term 
reduction in anxiety under different procedures. More importantly, 
itis not restrictive in its explanation of effective fear reduction to the 
relatively brief exposures generally associated with SD. It can 
account for the fact that prolonged exposure can be effective and 
indicates what variables might be related to outcome. As far as 
learning theory approaches are concerned the dual process theory 
seems to be the most fruitful heuristically as well as being able to 
account for many of the basic findings. 


Personal relationship and psychodynamic explanations 


When SD was initially proposed psychoanalysis was the pre- 
dominant theory of behaviour change and as such dominated the 
Practice of psychological treatments. It will be recalled that 
Psychoanalytic thought in relation to therapy has two central 
features concerning both the aims of treatment and howit should be 
Conducted. It is argued that treatment has to aimat the resolution of 
underlying conflicts and that this can only be achieved through the 
engaging of the client in an intense transference relationship with 
the therapist. Psychoanalytic theory allows that SD, a treatment 
Specifically directed at symptom removal, might be successful in 
Temoving the symptoms. However, it also leads to the expectation 
that the underlying conflict would remain unresolved and the 
Person could therefore show further evidence of disturbance by 
developing one or more other symptoms (‘symptom substitution’). 
This is a general prediction but psychoanalytic theory does not 
Specify exactly what these new symptoms will be or when they will 
Occur, 

Although the generality of the pre 
ution makes it difficult to test, a number of experiments on SD, 
€specially the early ones (e.g. Davison, 1968; Lang et al., 1966; 
Paul, 1966), took considerable care to try to identify new symptoms 
after successful treatment by SD. These analogue studies gave no 


diction of symptom substit- 
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evidence of symptom substitution. Many other eee eae 
consistently failed to record this phenomenon inclu EEE) 
carried out with ‘real’ psychiatric patients (e.g. Sloane et $ E 
It should however be appreciated that as far as psycho eae 
theory is concerned sympton substitution should pele. 
readily in analogue populations. Despite the BERART 
contrary evidence concerning symptom substitution most c! nineT 
have experienced the situation where a client develops Ee 
problems after an initial success. This is certainly not sr * 
evidence for symptom substitution and there are many W es of 
account for the occasional as opposed to the regular igs a of 
this phenomenon (e.g. Kazdin, 1982b). For example, theo ae 
fear acquisition would generally not predict that having oneip ee 
symptom would protect the individual against developing A 
and in a few cases this could obviously happen during or s 

after treatment of the first. 


A ANR J gs eutic 
There seem to be no vestigations in which the therap 
telationship has been 


to the process of psychoanal 
not be regarded 
attempted. As far as measurin 
obviously a compl 
fication of the pr 
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produced in the SD group. 

It should already be evident that a proper test of the psycho- 
dynamic account of the client-therapist relationship as a necessary 
component for effective therapy is virtually impossible. Also it will 
be realized that the claim about the status of this relationship is a 
general one which can be applied to all psychological therapies and 
not just SD. What could be tested in relation to SD is the hypothesis 
that it is the interpersonal contact between client and therapist that 
is the main agent of change and not the specific procedures involved 
in SD. This can be tested by comparing a therapy that involves the 
same amount and quality of client-therapist interaction but with 
none of SD’s specific ingredients (relaxation, exposure via a graded 
hierarchy, etc.) with SD itself. This is more or less what the study by 
Gelder et al. (1973), described above, attempted to do and this does 
not support the hypothesis. y 

A different theory of interpersonal relationship has been 
Proposed by Frank (1973) to account for both psychotherapeutic 
changes and the omnipresent placebo response found in psycho- 
logical and medical research. Frank suggests that there are six 
factors which are necessary but not sufficient for therapy to be 
effective. Firstly, there must be an intense, emotionally charged 
relationship between the therapist and the patient in which the 
Patient can confide and disclose his worries and anxiety. Secondly, 
the therapist and patient must have a shared rationale in their 
formulation of the problem and an agreement as to what constitutes 
the appropriate form of therapy. For Frank the precise nature of 
this rationale would seem to be unimportant and thus his theory can 
take account of cross-cultural observations of healing in non- 
Western societies. Thirdly, the therapist must provide new 
Information to the client about the causes of his distress and the 
Steps which he must necessarily take to overcome it. In this regard 
the therapist has a didactic role to play. AS a fourth constituent the 
therapist must arouse hope in the client that his distress can be 
relieved. This component has been thoroughly investigated by 
Frank and his associates in a set of experiments 1n which hope has 
been deliberately manipulated. This appears to confirm the import- 
ance of hope (Frank, 1973; 1974). The fifth factor is the arousal and 
facilitation of emotion. The precise nature of the emotion is not 
Specified. It could be intense feelings of guilt, anger, anxiety or any 
other emotion which the client perceives as being relevant to his 
Problem and which will help him to restructure his experiences in 
Some way, The sixth and last point is that the therapist gives the 
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client opportunities for success experiences. These allow him to 
develop a sense of mastery over what had appeared to be 
problematic influences exerting unwanted control over his be- 
haviour and feelings. 

Returning to SD, it can be seen that Wolpe’s procedures 
probably involve all but the fifth factor. This is the one stressing the 
arousal of emotion and the procedure used in SD explicitly tries to 
ensure that the client does not experience intense emotion. The 
extent to which there is an intense, emotionally charged relation- 
ship in SD could also be queried although the client does disclose 
important information which is the other half of Frank’s first 
Tequirement. However, once this information has been disclosed 
adequately enough for the therapist to make his initial assessment 
of the client’s problems and to construct the hierarchy, there is nO 
reason to suppose that therapy sessions will necessarily continue 10 
this vein. If an intense relationship involving disclosure were 4 
necessary aspect of treatment then improvement as a result of SD 
should occur in the early sessions involved with assessment and the 
Construction of the hierarchy. The rest of the sessions would then be 
largely irrelevant. Whilst improvement can be noted over the 
Preliminary sessions there is little evidence that the major change 
takes place during this time. 

A better test as to whether factors of this kind are the main cause 
of change in SD comes from experiments in which the elements p 

$D are provided automatically via computer-controlled display 
phobic stimuli. The only contact with a human there ae 
research assistants who prepare the subjects, administer self-reP 


Paring this sort of procedure with standard S$ 
no difference between the two conditions (¢-8: 
Lang er al., 1970 


z 1S 
ything like all the response that 
of treatment. 


Social influence: credibility and expectation 
More recently the Outcome lit 
in general and to SD in 
examination from a particul 
has been well set out by 
following words: 


erature with respect to psychotherapy 
particular has come under cinc 
57 Point of view. The basic argumen, 
D. A. Shapiro (1981, p. 112) in t 
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In simple terms the expectancy-arousal hypothesis states that treatments 
differ in their effectiveness only to the extent that they arouse in clients 
differing degrees of expectation of benefit. According to this hypothesis, 
arousal of such expectancies is the necessary and sufficient precondition 
of treatment effectiveness. Differential treatment outcomes unaccom- 
panied by correspondingly differential credibility are of especial interest 
because they disconfirm this hypothesis. Such findings suggest that there 
are indeed specific mechanisms mediating the differential effectiveness 
of treatments. 


This hypothesis is analogous to Frank’s fourth condition specifying 
the arousal of hope in the client, but it can equally well be applied to 
forms of therapy in which Frank’s other five conditions are absent. 
Thus on the credibility hypothesis Lang et al.’s (1970) finding that 
automated SD and clinician-delivered SD have equivalent thera- 
Peutic effects can be explained on the grounds that both of these 
generate equivalent expectations for improvement in the client. It is 
therefore quite reasonable to treat the question of credibility quite 
ee from that of the importance of the therapeutic relation- 
Ship. 

The basic argument that SD has ye S c 
more effective than an equally credible control manipulation has 

een supported by two extensive reviews of the literature (Kazdin 
and Wilcoxon, 1976; Lick and Bootzin, 1975). It is important to 
note that both of these reviews refrained from claiming that SD was 
no better than an equally credible control procedure. They merely 
concluded that there was no good evidence to the contrary. Lick 
and Bootzin (1975) made three criticisms of the then available data. 
In the first place experimenters had generally failed to carry out 
independent checks on the credibility of their control procedures. 
In most cases control conditions had been developed and utilized 
without any attempt to examine their credibility. A number of 
studies using students as subjects have demonstrated that SD 
Procedures were rated as being more credible than a variety of 
Control ‘treatments’ recorded in the literature- This is no substitute 
for data collected at the time the experiments were conducted and 
from the subjects actually used in those experiments but it 
reinforces Lick and Bootzin’s second point to the effect that 
unconvincing placebo manipulations had been employed. Their 
third point was that many experiments had been conducted on 
mildly fearful and poorly motivated ‘analogue’ subjects. It will be 
remembered that these subjects are easily influenced by instruc- 
tions and testing conditions and it has been suggested that, in 


t to be demonstrated to be 
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consequence, they will be the most susceptible to placebo manipu- 
lations. Kazdin and Wilcoxon (1976) identified ninety-two experim- 
ents on SD that had been published between 1965 and 1974 in 
leading journals. They report that in only five of these had there 
been an independent demonstration that the control procedure was 
of equal credibility to the SD treatment. Furthermore only one of 
this group of five (Gelder er al., 1973) had found that the group 
given SD had a better outcome than the control group. 

A question that immediately comes to mind is why this critical 
alternative explanation had not been much more thoroughly 
examined? Lick and Bootzin (1975) suggest that in part it is due to 
the fact that the early investigators did not believe that cognitive 
factors, such as the expectations induced by treatment, could have 
any significant effect on fear reduction. This belief could arise from 
the fact that the predominant theories of learning on which the 
treatment was based were avowedly non-cognitive. This belief 
could also be backed up by clinical experience which shows that 
People with simple but severe Phobias cannot be influenced by 
cognitive attempts (e.g. Persuasion) to moderate their fear (see 
Rowland and Canavan, 1983). Of course the apparent absence oi 
any effect due to persuasion and similar devices does not rule out 
the possibility that cognitive changes are important in the reduction 
of fear and avoidance behaviour. Indeed one contemporary theory 
of therapy proposes that treatments work by producing cognitive 
changes pertaining to the Person’s beliefs as to his self-efficacy 
(Bandura, 1977) and this will be taken up later. ae 

A problem with the credibility-expectancy hypothesis is that its 
unable to explain certain data without recourse to additional po 
hoc arguments. There are a number of examples of this. 
evidence reviewed by Watts (1979) of the differential impact © 

© parameters of item presentation are difficult ie 
D. A. Shapiro (1981) has also reported soe 
ngs. In his experiments undergraduate subje? 
with descriptions and rationales of treatments US° 
dies. In general SD was rated as more credible ma 
ts such as client-centred therapy, rational auoe 
RLA n attention placebo condition. These differences ! 
credibility matched the actual outcome differences obtained in t t 
Source experiments. However, Shapiro’s own subjects could n° 
mimic the more detailed results found in the source experiments: 
For example, in one source experiment (Di Loreto, 1971) ab 
effectiveness of the treatments was dependent upon the personality 


accommodate, 
interesting findi 
were presented 
in published stu 
other treatmen 
therapy and a 


Why Do Treatments Work?: Process Research 199 


characteristics of the patient. To explain this the credibility- 
expectancy hypothesis would have to postulate that different 
expectancies for change are aroused in people with different 
personalities. Shapiro measured the critical personality traits in his 
subjects and could find no evidence for this proposition. 

A more fundamental difficulty with the credibility-expectation 
hypothesis is that the relationship between the credibility of the 
treatment and the expectation of improvement are not precisely 
stated. In general these two constructs are treated as if they were 
clearly interrelated with a more or less perfect correlation. In fact 
the operations used to measure them are variable and they may not 
intercorrelate at a level sufficient to be confident that the same 
constructs are being measured across experiments. The most 
common way of measuring credibility is a variant of a short 
questionnaire originally devised by Borkovec and Nau (1972). Each 
of the questions is accompanied by a simple visual analogue scale 
upon which the subject indicates his response- The usual questions 
are: 


(1) How logical does the treatment seem to you? 
(2) How confident are you that this treatment will be successful 


in dealing with . . . ? 


(3) How confident would you be in 
to a friend with the same problem? $ 

(4) How easy do you think the treatment will be? 

(5) How successful do you think the treatment will be? 


It will be observed that all these are rather global indications and 
they are incapable of providing any but the grossest measure of 
expectancy or credibility. Kirsch and his colleagues have explored 
this issue in some depth (Kirsch ef al., 1983). They compared SD 
with a placebo condition which had been devised so as to have a 
Similar level of credibility. The placebo, systematic ventilation, 
required subjects to relive in fantasy, and free associate to, a series 


Of childhood events which subjects were told research had been 


established as being related to their target fear. As well as 
Measuring the credibility of the treatments subjects were asked to 
Provide estimates of their expected performance on a behavioural 
avoidance test (BAT) at the end of treatment. In fact they 
€stimated how far up the hierarchy they thought they would 
Progress and how much anxiety they thought they would experience 
at each stage. The two treatments, SD and SV, were shown to be 
Equally credible and they were equally more effective than a waiting 


recommending this treatment 
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list control. However, the credibility ratings were not able to predict 
individual variations on the outcome measures. Outcome was 
predicted by expectancy ratings obtained before treatment was 
begun. 

An alternative explanation of these results is that the subjects 
differed in suggestibility and that the pretreatment statement of 
what they thought they could achieve made them act accordingly. 
The authors partly ruled this out by measuring suggestibility. Whilst 
they found that credibility was correlated with suggestibility there 


was no relationship between Suggestibility and the expectation 
estimates. 


There are also a number of methodological problems associated 


with the credibility-expectation hypothesis (Kazdin, 1979). Not 
least of these is the problem that treatments which are initially 
Perceived as equally credible may induce changes in the subjects 
estimates of credibility once the subjects actually experience them. 
How these dynamic fluctuations in credibility are to be accom- 
modated within the framework of the hypothesis is difficult to see- 

Despite these difficulties with the credibility-expectancy hy- 
Pothesis it is clear that in investigating why a treatment works there 
are important general changes at work and which need to be taken 
into account. As yet there is little information as to how they work. 
Lick and Bootzin (1975) made a number of suggestions all of which 
are plausible and remain to be explored in detail. The first is that itis 
intuitively likely that treatments with high credibility will induce 
Subjects to comply with treatment instructions. In so far as the 


treatment contains potent Specific elements this will enhance 
progress. Second] i 


himself to fear-eyok 
fear reduction since 
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might directly alter important cognitive processes which mediate 
changes in behaviour or affective state. 

Bandura (1977) has put forward a cognitive theory of behaviour 
change which is more explicitly stated than the general credibility- 
expectancy hypothesis. This theory is a more detailed version of 
Frank’s sixth condition (Frank, 1973). This is the necessity to 
develop a sense of mastery. Like Frank’s theory Bandura’s is a 
general theory of behaviour change and is not specific to SD. 
Unlike other general theories in this field it is clearly formulated and 
Bandura has suggested ways in which the central constructs should 
be measured. In recent years this theory has begun to exert an 
influence on research into psychological treatments. 

The central concept in Bandura’s theory is ‘self-efficacy’. This is 
defined as the ‘conviction that one can successfully execute a 
behaviour to produce a specified outcome’. Thus someone who is 
sure that he can hold a snake would be said to have great self- 
efficacy in comparison with the phobic person who would refuse to 
enter the room in which the snake is housed. Efficacy expectations 


can also be assessed along dimensions of strength and generality. 
Strong expectations of efficacy are those which are resistant to 
f disconfirming episodes. Thus 


extinction despite the occurrence © c u 
People with strong efficacy expectations will show persistence 1n 
Coping with difficult behavioural tasks. In contrast to this weak 
efficacy expectations are easily diminished by unsuccessful attempts 
at coping. The generality dimension refers to the extent to which 
efficacy expectations extend beyond circumscribed situations. Thus 
an agoraphobic may have an appreciable belief in her ability to get 
to the corner shop but a virtually minimal expectation about her 
ability to get to the supermarket in the town centre. 

Bandura differentiates between self-efficacy and outcome 
Expectations and defines the latter as the person's estimate that a 
Particular course of action will lead to a given outcome. In this way 
an individual can believe that a certain behaviour will produce a 
desirable outcome but have grave doubts about his ability to 
Perform that behaviour. a 

According to Bandura, self-efficacy is the common cognitive 
event that underpins all successful psychological interventions: The 
€xtent to which a particular treatment is successful is determined by 
the degree to which it alters the individual’s sense of self-efficacy. 
Thus self-efficacy theory is proposed to account for the effects of 
diverse forms of treatment and also for the effects of placebo 
Manipulations. Bandura suggests that all the person’s experiences 


pt nee 
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in therapy and between therapy sessions are weighed ina Be 
calculus to determine the level of self-efficacy, its We aa 
generality. He proposes that therapies which give the person a 
interactions with their problem, such as participant modelling, bie 
be more efficacious than those in which the person receives os 
information about his ability to interact with the target problem: 
mere verbal persuasion for example. Wy 
This theory has been tested in experiments which have expos 
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and others (e.g. Kirsch, 1982) have argued that ratings of self- 
efficacy can also be construed as statements about the subject’s 
response intentions. They thus correspond to the literature on 
attitude change which persistently reports high correlations 
between what the subject says he will do in a given situation and 
what he actually does when he is immediately faced with that 
situation. Much lower concordance is found when subjects make 
general predictions about their behaviour and when the prediction 
and test are separated in time. 

In the experiment by Kirsch et al. (1983) described earlier, ratings 
Of self-efficacy were taken as were ratings of expected anxiety and a 
Measure of the subject’s actual behaviour. The results showed that 
the two ratings correlated equally well with the actual behaviour 
and, more importantly, they correlated very highly with each other 
(approximately 0.9). It seems that measures of self-efficacy and 
expected anxiety predict behaviour equally well and there is no way 
of separating their temporal priority. From this data Kirsch argues 
that the two measures can be treated as one and the same thing. 
Hence there is no need to attribute any special explanatory status to 
the self-efficacy construct. Indeed this finding is quite damaging to 
Self-efficacy theory because it challenges the construct validity of 
the central component. However, the theory is relatively new and 
May well be developed further because of its breadth of appeal. 


Comment 


It has proved extraordinarily difficult to work out just why a 
relatively simple psychological treatment like systematic desensitiz- 
ation has a therapeutic effect. This is at least partly due to the fact 
that treatments that appear simple at first sight can prove to be very 
much more complex on further analysis. Even the application of 
Simple procedures can involve forming some sort of a relationship 
With the patient, induce expectations and so on. In many ways it 
remains easier to state some things that treatments are not. For 
example, intensive interpersonal contact betweep therapist and 
client does not seem to be a necessary ingredient of some treatments 


su EB ee yo 
ch as systematic desensitization. 


12 Comparing Different 
Treatments 


ft : to be 
Given that there are psychological treatments that appear 


effective, at least to some degree and by mechanisms that are 
understood, the next question that can be asked is whether OnE 
treatments are more effective than others. This can eee 
referred to as the question of comparative outcome. It is a qui Be: 
that has generated More discussion and research than une early. 
single issue in the study of psychological treatments. Since the fie 
1950s there has been an intense debate about whether peers: 
based within the tradition of Psychoanalysis, often lumped aa ni 
under the rubric of verbal Psychotherapy, are effective ata E 
about whether behavioural psychotherapy is more effective 
other forms of psychological treatment. n1952 
The initial debate was stimulated by H. J. Eysenck, who 1 one 
Published a review paper based on the then existing litera 
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works and if behavioural treatments are more effective is to conduct 
acontrolled outcome study. This involves randomly allocating a set 
of Suitable subjects to two treatment groups and comparing them 
with an untreated control group. Since this kind of study is not 
concerned with why the treatments work there is no need to invent a 
plausible placebo condition for the control group. The untreated 
control group will enable various alternative explanations of change 
Such as regression to the mean and the effects of retesting to be 
ruled out. The change scores observed in this group will be the 
consequence of such factors together with the effects of any 
Spontaneous remission. Although this type of experiment is very 
Simple in conception there have been very few studies of this kind 
conducted using ‘real’ patients as subjects. This is because consider- 
able administrative and methodological problems arise. These can 
be illustrated by examining one relatively good study in detail. 


The Temple University study 


The study carried out at Temple University (Sloane et al. , 1975) is 
generally regarded as the most complete outcome study to date by 
both Psychoanalytic and behaviourally oriented commentators. 
Sloane and his colleagues set out to investigate four questions: 


ffectiveness of behaviour 


(1) To examine the comparative € 
psychotherapy. The thera- 


therapy and analytically oriented 
pists were free to use any technique that they would normally 
employ in clinical practice. To ensure that there was no 
problem in deciding what constituted the two types of therapy 
the researchers drew up sets of criteria defining each type as 
shown in Table 5. It will be evident that these criteria 
correspond to the descriptions of the forms of treatment given 
in Chapter 8. The treatments were carried out on a sample of 
mixed neurotic out-patients with various diagnoses. The study 
is therefore a test of the generality of treatment effectiveness. 
(2) The second aim was to examine the similarities and differences 
between the two forms of therapy- In the previous chapter it 
was seen that Frank (1973) has proposed that therapies share 
Many common aspects as well as having specific components. 
The Temple study actually monitored the content of the 
therapy sessions to ensure that the treatments were different 


and to identify the commonalities. 
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Table 5 Summary of the stipulative definitions of behaviour therapy and 
psychotherapy (after Sloane et al., 1975). 


Behaviour therapy Psychotherapy 
Resistance not interpreted Resistance interpretation 
used 


Specific advice Advice infrequent 


Relaxation taught Encourage report of dreams, may 


or may not use this in sessions 
Desensitization used 


Desensitization not explicit but 
explicitly 


may occur through congenial 
interview with therapist 
Practical retraining 


Retraining not emphasized 
undertaken 


Encourage report of Symptoms interpreted symbolically 
Symptoms to be explained 


if they are reported at all 
biologically 


No emphasis on childhood Memories are of interest: 
memories their recall is encouraged 
Deliberate attempt to Behaviour control is rarely 
curb behaviour which 


tried 
results in anxiety 
Assertive training Only indirect encouragement of 
undertaken (social Skills) assertive behaviour in 
everyday life 


(3) The effect of various therapist variables (e.g. warmth, empathy 
nd genuineness as well a 
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i s therapist experience and age) ee 
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Outcome. ' 
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aged between 18 and 45, were not seriously disturbed, did not 
require an in-patient admission and were considered suitable for 
some form of psychological treatment. Two-thirds were diagnosed 
as being neurotic and the remainder were described as being 
personality-disordered. All but four had had their problem for 
more than one year prior to entering the study and 64 per cent had 
experienced previous psychotherapeutic treatment. All were 
around average on intelligence tests. Various measures were taken 
at the time of intake, four months later when treatment was 
terminated and again at one year after their initial assessment. The 
waiting list control group obviously received no formal treatment 
but were reassessed at the same intervals as the treated groups. 

For the initial assessment the subject met an assessor (a 
psychiatrist) who was blind to the treatment to which the subject 
had been allocated. After a period of discussion the patient and 
assessor agreed on three main target symptoms, an example of 
which might be something like anxiety about social interactions at 
work. The assessor rated these on a five-point scale of severity 
(severe, moderate, mild, trivial, absent). These points do not give 
the impression of being equally scaled and seem weighted towards 
the lower end. The assessor also completed a standardized inter- 
view to assess general adjustment (the Structured and Scaled 
Interview to Assess Maladjustment — SSIAM). This general 
assessment was made because any symptomatic change might not 
be reflected in more widespread beneficial changes that could also 
result from therapy. The authors point out that it is possible for the 
patient to lose his symptoms but remain generally distressed and 
vice versa. Actually what researchers decide to assess is determined 
by their general theory of therapy as will be seen below. The 
assumptions that the Temple workers adhered to in their measure- 
ments seem to be those of a general medical and psychodynamic 
approach. Information about symptoms and the points covered by 
the SSIAM was also obtained from an informant with close 
knowledge of the subject by a research assistant. 

At both the four- and twelve-month reassessments the assessor 
rated the severity of the target symptoms and administered the 
SSIAM without consulting his previous records. He also rated the 
amount of change since the original assessment one the cu DOI 
scale ranging from ‘very much worse through ‘no change’ to 
‘completely recovered’. Subjects, therapists and informants also 
completed some of these ratings. Because anxiety is such a central 
component in most neurotic disorders it was rated for all subjects 


with the five-point scale used for target symptoms. 
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The main results 


The results at four months showed that the assessors ratings ons 
target problems had changed by equal amounts for the es 
treatment groups. They had moved from a SECT me “a 
‘moderate’ to a posttreatment mean midway between mild e 

‘trivial’. The reliability of these estimates was not examine a 
using another judge. Both the treatment groups showed SEA 
antly more improvement than the waiting list controls. When 3 
thirteen-point improvement scale was used and the data ABErEE M 
over symptoms about 80 per cent of both therapy groups wer 


y r 
judged to have improved or recovered compared with only 48 pe 
cent of the control group. When a si 


Il 
ingle measure of ee 
improvement was derived from the assessors then 93 per cent 0 
Z 


behaviour therapy patients were considered improved compared 
with 77 per cent in each of the psychotherapy and control pote se 
This is the only reported measure on which the two treated group 
were substantially different. d 

According to the SSIAM, behaviour therapy subjects shone 
significant improvements in both work and social adjusts 
Those receiving psychotherapy had no change in social adj uipa “a 
and only a small improvement in work adjustment. Neverthele 
there were no Significant differences between these two groups a” 
the controls on any of these measures. 


Ors) ‘ 3 jects 
Examination of the ratings obtained from the therapists, subje 
and informants revealed s 


estimates of th 
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each of the patients, assessor, therapist and informant, the cor- 
relations between the various raters were found to be far from 
perfect. These correlations are shown in Table 6. 


Table 6 Correlations between different sources of outcome ratings in the 
Temple outcome study (after Sloane et al., 1975). 


Patient Informant Assessor 


Therapist 0.21 —0.04 0.13 
Patient 0.25 0.65 
Informant 0.40 


The twelve-month follow-up was also reported in some detail. 
Ideally it would have been best if the control group had received no 
treatment at all until the end of the twelve-month follow-up and if 
the treated subjects had experienced no further treatment between 
four and twelve months. Neither of these conditions were met and 
the twelve-month follow-up data is confounded by other things. No 
firm conclusions can be drawn but it is interesting to note that the 
improvements found at four months were maintained and there was 
no evidence of symptom substitution. k l 

Recordings of therapy sessions were examined and the analysis 
revealed that the therapists did have different styles of interacting 
with their patients which were in accord with the specified criteria. 
Behaviour therapists tended to give more advice, information and 
instructions to the patient. They also made more value judgements 
and controlled the content of the interactions as well as speaking 
more. Briefly, it might be concluded that they were more active and 
directive. The authors also note that, much to their surprise, the 
behaviour therapists were rated as being significantly more 
emphatic and genuine than the psychotherapists. Early accounts of 
behaviour therapy had stressed an apparent lack of personal contact 
between therapist and patient as being a hallmark of this therapy. 
The therapists’ own accounts of their aims in therapy also matched 
the criteria. Thus the psychotherapists put thein emphasis On the 
interpersonal relationship. As Sloane et al. (1975) put it, ‘to our 
Psychotherapists it does not much overstate the case to say that for 
many patients the personal relationship was the therapy. In nearly 
all cases it was the single most important factor, essential if 
psychotherapy was to succeed’ @. 170). On the other hand, 
behaviour therapists felt that a positive relationship was all that was 
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necessary for therapy to progress satisfactorily. A strong emotional 
attachment was not encouraged and the therapists did not spend 
much time pursuing this goal. 


Problems in interpreting the results 


Despite the general acceptance of this study as an excellent attempt 

to compare two therapeutic approaches, there have been a number 

of criticisms directed at it, mainly from prominent behaviour 
therapists. It would be tempting to dismiss these as sour grapes, 

given that a much vaunted claim for the superiority of behaviour 
therapy has been refuted. Whilst such an attitude may have played 

some part this is not the whole Story and the criticisms are | 
instructive because they highlight some of the difficulties inherent in i 
the assessment of any form of treatment. These are, firstly, the 
nature of the outcome measures and their evaluation. The second is 
the problem of heterogeneous samples. The third concerns the 
difficulties of testing a general statement about a therapy and the 
heterogeneity of the treatments. 

(1) The nature of outcome measures. The only form of outcome | 
measure used in the Temple study and the predominant form 1n 
widespread use is that of sets of ratings. In the Temple study these 
ratings were made by several people, some trained and some 
untrained, and across a number of different target behaviours and | 
domains. As Table 6 shows, the agreement between raters was not 
always very high. Even in studies where there are two independent 
assessors similar findings occur. Little confidence can be placed in 
the assumption that the raters are measuring the same thing and 
there may be many reasons why this is so. 

The raters may have different ‘filters’ through which they observe 
the behaviour. Consider the ‘blind’ assessors in relation to the 
therapists. It might be expected that the assessors would be 
relatively impartial in their appraisals. In contrast to this the 
therapists will have spent considerable time and effort in formu- 
lating the patients’ problems and trying to solve them. Even if they 
do not deliberately distort their reports clinicians might be highly 
selective in what they recall about a patient. Their disposition wil 
be to recall the successful parts of therapy as opposed to the trials 
and failure. It may also be that the therapist has a different view 9 | 
what a suitable outcome is. For example, in contrast with the 
patient the therapist might be satisfied if the latter were to lose me 
symptoms in one or more specified situations. The patient, from his | 
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viewpoint, might be expecting not only relief for his symptoms but a 
general improvement in other areas of his life unconnected to his 
symptoms in any functional way. The assessor with a different 
perspective on the patient may have a third opinion on outcome. 
This situation could probably be improved if the outcome criteria 
were clearly specified in advance in a form that was quite precise for 
each patient. This would involve the setting up of a graded series of 
goals which the patient and therapist would agree to work towards. 
There would therefore be no misunderstanding about what therapy 
was aiming to achieve. There are a number of problems with this 
approach. Firstly, it might prove to be almost impossible to equate 
the difficulty of the goals across different patients. Direct com- 
parisons can only be made by a subsequent exercise in goal-scaling 
(Kiresuk and Sherman, 1968). To date this does not seem to have 
been used in any comparative outcome trial. A second problem is 
that the client or therapist may be unwilling to include important 
aspects for assessment in this contractual method. More import- 
antly different schools of therapy are likely to opt for different 


outcome measures and this is an issue that will be considered later. 


A final problem is that even when both client and therapist can 
agree on goals at the start of treatment these goals may then 


legitimately change as therapy progresses and the true nature of the 
client’s problems becomes much clearer. . 4 ; 
It is highly likely that assessments by therapists and patients will 
be biased in a number of ways. One answer to this is to use assessors 
who are blind to the treatments given to the subjects that they rate. 
This information can be supplemented by getting further inform- 
ation from others. Both of these options have limitations, The 
assessors see only a very limited sample of the subject’s behaviour in 
an interview. Most of the information gained by the assessor comes 
from the patient himself, who merely recounts his version of what 
has happened, and this may well be biased. Patients, as was 
indicated in the previous chapter, May distort their accounts either 


towards or against a good outcome. How assessors elicit inform- 
ation may also be important. A general enquiry of the kind How 
are things now?’ is likely to yield less information than detailed 


questioning about the person’s activities over the past week. This is 
especially so with regard to judgements as to how frequently things 
Occur. It is also much easier to quantify outcome for such things as 
excessive smoking than it is for a problem such as a general fear of 
going out. 


The Temple study has rightly been commended for obtaining 
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ratings from another person who knew the patient in his everyday 
life. This procedure was included ‘to provide another vantage point 
from which to view each patient, and also to show whether or not 
information obtained from people in this relation to a patient would 
differ from data collected by other raters . . .’ (Sloane et al., 1975, 
p: 73). Clearly this is an attempt to validate one set of ratings 
against another but the interpretation of the scores made by various 
raters is open to too many possible rival explanations as to why they 
differed. With regard to informants it is probable that they only saw 
the patients in a limited number of situations and there is nO 
guarantee that these were the ones in which the target problems 
occurred. For example a husband’s problems may centre on a work 
situation that the wife does not see. 

An important point to note is that the collection of data from 
several sources and of different types should not be construed as an 
attempt to get closer and closer to a single ‘true’ measure of the 
patient’s state. There is ample evidence that such a view could be 
highly misleading. Contemporary views about fear conveniently 
illustrate this. The behavioural, physiological and subjective 
aspects of phobias do not covary perfectly (Rachman and Hodgson, 
1974). Even within the behavioural domain the fear reaction may 
show considerable situational specificity. Thus the socially anxious 
patient may behave differently if a spouse is also present. There is 
thus no one ‘correct’ measure of outcome and discrepancies 
between any two measures may reflect the inherent unreliability of 
either or both of them. On the other hand, the discrepancies coul 
equally well be due to the fact that they deal with different aspects of 
the patient’s problem or its expression under different circum- 
stances and that both are equally valid in their own ways. 

‘ One thing that has been stressed in the recent behaviour therapy 
literature is the idea that assessments should get as close as possible 
to the patient’s real-life behaviour and circumstances. In comment- 
ing on the Temple study Kazdin and Wilson (1978) state, ‘from 4 
behavioural point of view the assessors’ ratings would have been ta 
more informative if they had been based on samples of clinically 
relevant behaviour’ (p. 53). But this might be more easily said than 
done. As was described in the previous chapter the behavioural 
avoidance test is an attempt to measure target behaviour directly 
but it has run into difficulties in that it is reactive and influenced bY 
such things as the form of instructions, demand characteristics 29 
the way in which the hierarchy is presented. Attempts have also 
been made to measure various aspects of social and assertive 


ia 
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behaviour using role play tests. In these subjects act out a range of 
social situations in which they are presented with opportunities to 
exhibit key pieces of social behaviour, such as refusing an unreason- 
able request. 

Despite the apparent face validity of the role play test there is 
considerable doubt as to whether the scores obtained from role play 
actually predict how the person will perform outside the clinic or the 
laboratory (Bellack ef al., 1978). Attempts should be made to 
monitor the problem directly in the real-life setting (Shepherd, 
1983). In this respect the work of the applied behavioural analysis 
school is particularly important. These researchers have usually 
selected problem behaviours which they attempt to modify in the 
natural setting, and this is particularly true of token economies. 
There is thus little doubt that the actual behaviour of importance 
has changed and the problems that arise in generalizing the change 
to beyond the treatment setting are then expected on theoretical 
grounds. 

An important feature of comparative trials is that the theoretical 
leanings of the researchers play an important part in determining 
what sort of outcome measures will be chosen. Those following a 
line of thinking which assumes the problem to be rather like an 
infectious disease that the person can have with greater or lesser 
Severity will opt for measures that will intercorrelate highly. These 
are then treated as if they converge On the basis of the problem. It 
would also be expected that areas of the patient’s life, such as social, 
Occupational and sexual adaptation, would also tend to improve 
With the successful treatment of the problem. This expectation is 
Predicted on the grounds that the disorder will be likely to interfere 


with normal ivity. K 

On the Shenae: the psychoanalytic school a cae that it é 
Possible to relate symptomatic features with the wi He ee 
occupational and sexual functioning by ê single dynamic hypothesis 
which explains the connections between these various spheres. It 


foll i m all these domains should be collated 
pis that upe oe E derived. This argument is most 


and a single outcome measure ! t 
forcibly eied by Malan (1963; o $ ss 
symptoms can improve in the absence of chang 

dynamic level hie situation is reflected by the lack of change in 
y r this person would be 


Other areas and the outcome score fo 
relatively poor. There is evidence (Mintz, 1981) that symptom 


changes are important in determining how E E ee 
form their judgements about outcome. However, it is not clear how 
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these psychodynamic outcome criteria interrelate with simpler 
measures of symptomatic and general functioning. 

The other major school of therapy, behaviour therapy, has 

already been discussed in some detail. Behaviour therapists have 
generally moved away from rating-scale measures and towards 
attempts to measure chosen target problems in the situation where 
they are most prominent and disabling. There are problems with 
this approach which remain to be solved. What is worth noting is 
that the behavioural school makes one assumption which is not 
shared to any great extent by the others. This is that there is no 
reason to expect that treatment-induced changes in a symptom will 
necessarily be reflected in other areas of a person’s life. To give an 
example, there is no reason why the spider phobic treated by 
Rowland and Canavan (1983) should show an improvement in her 
relationships with others or her sexual adjustment. If problems also 
exist in these areas they could equally well be determined by 
completely different and unrelated psychological processes. For the 
behaviour therapist there is an emphasis on the relative specificity 
of behaviour, feelings and thoughts. 
: The differences between these schools are not easily resolved. It 
Is easy to see how the behaviour therapist will be satisfied that a 
treatment is effective if it changes a target symptom. For the 
therapist from a psychodynamic background, working with entirely 
different assumptions, this is not necessarily evidence of any change 
in the ‘real’ or underlying problem. Disputes about the relative 
efficacy of different kinds of treatments cannot be resolved in a Way 
satisfactory to everyone until there js agreement on what the 
appropriate criteria of success would be. 

(2) Heterogeneity of the subjects. This issue will not be elaborated 
to the same degree as the discussion of measures. The basic concern 
is with what can be thought of as the ‘apples and oranges’ problem. 
The analogy is with fruit and the extent to which it is possible to deal 
with all fruit (apples, oranges, bananas, grapes, etc.) as a single 
category and where it becomes necessary to think of them as being 
different from one another. All fruits are involved in plant 
reproduction and most have nutritive value. However, from 4 
culinary point of view there are important differences. To give just 
one example, apples can be cooked and served in pies whilst it 1s 
difficult to conceive of “orange pies’ prepared in the same way a 
apple pies. 
Similarly the mixed sample of neurotic subjects used by Sloane ¢ 
al., (1975) may have some features in common (e.g. most will have 
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some degree of anxiety). Nevertheless they could also differ in 
significant ways. It could be that some types of neurotic problem 
respond well to behaviour therapy, others respond well to verbal 
Psychotherapy and that for some both types of treatment are 
equally effective (or ineffective). If this situation were to hold 
exactly then it is easy to see how a study like that of Sloane and his 
colleagues could end up by apparently showing both forms of 
treatment to be equally effective and yet mask real and important 
differential treatment effects within subsections of the subject 
Population. Of course, it would be possible to subdivide the subject 
groups according to types of problem and reanalyse the data for 
Subgroups with similar problems. The limitation is that the original 
Subject groups would need to have very specific and well-defined 
means but samples of an adequate size might then be difficult to 
ain. 

So far the line of argument has tended to imply that the more 
homogeneous the samples studied the better the experiment 1s. A 
little reflection reveals that, apart from the problem of obtaining 
adequate samples, the search for homogeneity of subjects can be 
Pushed to undesirable extremes. Behaviour therapists could argue 
that their forms of treatment may not be clearly better than the 
verbal psychotherapies when applied to random groups of neurotic 
Patients of all kinds but that behavioural approaches are clearly best 
pe applied to phobias. If an appropriate study were done and still 
i ed to show differential effects then it might be argued that 

haviour therapy was best for certain kinds of phobias when 
manifest in certain kinds of subjects (e.g. those with phobias for 
Small animals or in whom the phobia was acquired before a certain 


age), At some point this continued dissection will become 
ridiculous, 
A closel ous the subject 


sample j y related point is that the more homogene. seeti 
in ates the less the results will generalize to people eae an 
More ine clinical practice. If one form of therapy 1S $ own t 
ina effective than the usual alternatives for Been paian s 
Bae where the subjects are selected so as to be all female, 
W a certain age, with prominent panic attacks, and where the 
ae 1S particularly manifest when shopping; then how ie it 
ithe to a patient with agoraphobia who is male, rather older, 
centr ut such prominent panic attacks and where the problem 
wee around deviating from the normal route between home and 
the of work? In general terms the more homogeneous the samples 
“asier it is to interpret the results unambiguously but this 


A ple A 
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precision is paid for at the cost of reduced generality. As with the 
problem of selecting suitable measures, there is no single ideal 
solution. 

(3) The heterogeneity of treatments. A third major criticism to be 
levelled at the Temple study, as well as many other outcome 
studies, is that the precise nature of the treatments given is not 
known. The behaviour therapists were allowed to use any technique 
that they considered to be part of their normal treatment repertoire. 
It is argued (Kazdin and Wilson, 1978; Rachman and Wilson, 1980) 
that this makes it impossible to identify what the critical com- 
ponents of treatment were. It is also suggested that because of 
this the Temple study is an unfair test of behaviour therapy which 
is usually carried out on the assumption that there are specific 
treatments for specific disorders. Amalgamating these various 
treatments will obfuscate real differences between procedures (i.e. 
the ‘apples and oranges’ problem described in the previous section 
but applied to treatments rather than to subjects). 

However, it must be kept in mind what the general aims of the 
Temple study were. Firstly, it was explicitly stated that it was @ 
general comparison between two schools of therapy. As such it may 
well be a good test of clinical practice in the field as well as a test of 
Eysenck’s (1960) statements about the comparative effectiveness of 
behavioural treatments. Rachman and Wilson (1980) themselves 
cite Eysenck thus: ‘Neurotic patients treated by means of psycho- 
therapy procedures based on learning theory improve more signific- 
antly than do patients treated by means of psychoanalysis OT 
eclective psychotherapy’, and, ‘with the single exception of psycho- 
therapeutic methods based on learning theory (behavioural 
therapy), results Suggest that the therapeutic / effects of 
psychotherapy are small or non-existent.’ These statements are 
clearly about the generality of treatment effectiveness and should 
therefore be testable in a general way. 

Secondly, the study did not set out to examine the mechanism of 
therapeutic effectiveness. As has already been argued, determining 
whether a treatment works, whether one treatment is better than 
another and the reasons why a particular treatment is effective are 
quite distinct questions. Although questions about’mechanism are 
Important it is just not reasonable to criticize a study because it set 
Out to answer a different kind of question. 

Nevertheless Wilson and his co-authors do make an important 
Point about the general strategy for research into psychological 
treatments. They argue that at the present stage of development it 
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might be wiser to pursue a policy of investigating the specific 
effectiveness of particular treatments for well-defined problems 
rather than attempting an omnibus trial of general therapeutic 
procedures. With hindsight it does seem unfortunate that Eysenck’s 
general claims received so much attention. Despite this there is one 
important lesson to be gained from the accumulated outcome 
studies. This is that there is a greater degree of difference between 
even apparently related disorders, such as phobias, with regard to 
their psychological composition than was once suspected. This 
returns discussion to the topic of subject heterogeneity that was 
dealt with in the previous section. 

It should now also be obvious that the three types of objection to 
the Temple study are interlinked. Treatments may well turn out to 
be relatively specific with regard to the changes that they will 
produce and in relation to the particular kinds of problem for which 
they are effective. It is in testing out these complex relationships 
inherent in the problem of effectiveness that analogue research and 
extended series of single case experiments may have an important 
role to play (Barlow et al., 1984). 


Comparing and combining outcome studies 


ren, the extensive criticisms of the Temple study it might be 
eee to conclude that it ought to be disregarded topy wit! 

ee, Similar experiments on the comparative efficacy of differen 
Meera techniques. To do this would be tantamount to 
of ee out the baby with the bathwater. In addition the criticisms 
em ne Temple study raise issues which are themselves open to 
ìpirical investigation. Even if the Temple study is accepted as 
hd methodologically adequate most people would be reluctant to 
Bert great a store by the results of one experiment. It is AN 
mess fo have confirmatory evidence and especially so ina field as 
mises and controversial as the evaluation of psychological treat- 
ate raises a general problem in considering psychotherapy 
the ues research in the light of the enormous variability between 
Brome: Studies with regard to the measures, subjects and 
Variati pce that they may have employed. Because of these 
One ea 1t is difficult to find studies that are exact replications of 
y es Discrepant results can always be explained, post hoc, 
rence to differences between studies. The traditional way of 


err 
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investigating the generality of any phenomenon is to conduct a 
review of the relevant literature. Commonalities between studies 
are sought and general conclusions are drawn by the reviewer. This 
procedure is open to a number of criticisms (Smith et al., 1980). 

In the first place, the data base from which the studies are drawn 
is rarely specified and inclusion and exclusion criteria are not 
explicit. There is therefore no way of judging the representativeness 
of the studies selected for consideration. Secondly, the reviewer is 
required to make judgements about the methodological adequacy 
of the studies. These judgements are typically imposed a priori 
without any attempt being made to determine whether differences 
in outcomes are really due to the differences in the methodology of 
the studies. It is therefore possible to exclude unwittingly sections of 
data which can make meaningful contributions to the debate. For 
example, it is a relatively common practice to exclude analogue 
studies and studies Teported as doctoral dissertations on the 
grounds that they employ irrelevant populations and probably 
inadequate methodology. But there is little attempt to justify these 
claims apart from the appeal to the prejudices of the scientific 
community. 

One refinement of the literature Teview is the ‘box score’ analysis 
proposed by Luborsky et al. (1975). This method follows the usual 
procedure of the literature review in selecting studies. Its inno- 
vation comes in the way that it presents the results from these 
studies. Instead of giving a verbal summary of the results a score iS 
given a ‘1’ or ‘0’ (although the Scoring could, in principle, be made 
more sophisticated than this), according to whether one type Of 
therapy or another emerges as superior in each particular study. So 
in a study comparing the effects of systematic desensitization with 
brief psychoanalytic therapy, if SD is significantly more effective (in 
terms of the outcome of the reported statistical tests) then it 
receives a score of 1 and the analytic therapy scores 0. At the end of 
the review the scores from the individual studies can be totted up. 4 
‘winner’ then emerges and the reviewer draws the appropriate 
conclusion as to which is the more effective therapy. 

The box score analysis is open to many of the same general 
Criticisms as the conventional literature review as well as highlight- 


ing other difficulties in assimilating results from different studies. 
The summary of the results in the suggested manner ignores any 
variations in the sample sizes within the component studies. This 
could result in biased results if the sample sizes vary greatly. 4 
Preponderance of studies with small samples, which are less likely 
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to detect differences between treatments, will unduly weight the 
survey in the direction of detecting no differences between types of 
therapy. A second problem is that the frequency of statistically 
significant results tells us nothing about the size of any effect that 
may be detected. Thus a survey of 55 outcomes studies comparing 
treatments ‘A’ and ‘B’ could result in the apparent establishment of 
B’s superiority by a margin of 30:25. However, it could also be that 
an studies where A’s superiority is indicated A generally ‘wins’ by a 
big margin. Also in studies where B is apparently superior it is 
generally only marginally so. In these circumstances a conclusion 
that B is the more effective treatment could be misleading. 

A third problem with box score analysis is that it has no way of 
satisfactorily dealing with the situation where multiple statistical 
comparisons are carried out within one study. In a treatment trial 
where eight outcome measures are used one aggregate score (1or0) 
'S entered in the box score analysis based on a simple count of the 
number of measures on which each treatment is superior. Thus if A 
'S superior to B on seven out of the eight measures then this has 
exactly the same impact on the box score analysis as if A was 
Superior on three measures, B on two measures, and the rest 
showed no significant difference. This is clearly an inequitable way 
of accumulating the results and also takes no account of how 
independent the particular measures are of one another. It will also 
be noted that this method is not able to detect any differential 
impact of the treatments on different outcome measures. All 
Measures are treated as if they are representations of a single 
as scale along which the treatments can be ordered. It Ree 
aS been argued that this assumption is probably aie a 
logic ie may well be a number of separate domains 0 pia) 
lat functioning which require independent assessment. ne 

-qon to the problems raised by the conventional literature 
review and the box score analysis approaches to the comparison of 


ifferences between therapeutic techniques is known as meta- 
analysis, 


Meta-analysis 


pcta-analysis has two primary objectives. The first Isto ones 
Psi ings from a large number of independent experiments in such a 
nae general trends in the data can be discerned. It attempts to 
aa by Minimizing the effects of non-explicit judgements by 

ng in advance which data shall be entered into the analysis. 
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The rules for entering the data are explicitly stated to Sr 
replication. The second aim is to allow the investigator to exp He 
the effects of variations in the data base (such as differences in i 
measures or subject populations) on the conclusions that can ¥ 
drawn. In contrast to the traditional review the impact of differen 
methodological approaches can be empirically examined rather 
than merely discussed. 

There as three requirements for the execution of a meta- 
analysis. The first rule is that studies to be entered in the ie 
analysis should not be excluded on arbitrary grounds, e.g. Je 
because they are unpublished dissertations. It is necessary to se 
boundaries for inclusion and exclusion and these must be elea 
stated. Thus an investigator looking at the comparative effects Bs 
different kinds of treatment for headache might specify that al 
controlled trials referenced in the Science Citation Index between 
certain years will be included. f 

The second Tequirement is that the data from the various studies 
to be included be transformed into a common metric so that 
comparisons between studies can be made. There are a variety of 
ways of doing this (Straube and Hartman, 1982) but the most 
favoured by meta-analysts looking at psychotherapy is a statistic 
known as the effect size (ES). This is an expression of the drams 
between the therapy and control groups after treatment expresse 
as a function of the standard deviation of the control group. 


Mean of the 


Mean of the 
therapy group T 


control group 
ES = EEE 


Standard deviation of the 
control group 


For ease of exposition it will be assumed that the distribution p 
scores in each group is normal. In this case the effect of teamen 
can be easily interpreted as the difference between normal aes 
butions expressed as the difference in percentiles on the oe 
group curve. Figure 5 shows that when the experimental Chee 
8roup’s scores are shifted to the tight of the control group this H 
expressed as a positive number indicating that the experimenta 
group have probably obtained some benefit from treatment. In this 
cxample the ES is 0.85, i.e. the means of the two groups a 
Separated by 0.85 standard deviation. With reference to the norma 
distribution curve it can be shown that the average person in the 
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treatment group is at the 80th percentile of the control group. In one 
sense this average treatment group can be regarded as being better 
off than 80 per cent of the untreated group (Smith et al., 1980 give a 
very clear account of the logic of this method). 


X 30-85 SD>X, 


Control Group 


Treatment Group 
Distribution 


Distribution 


a ure 5. A graphical representation of the effect size statistic. The effect size of 
a indicates that the mean of the experimental group is shifted 0.85 standard 
Sviation units from the mean of the untreated control group. 


Since the ES is a common metric for each type of measure used in 
the data base, it becomes possible to average ESs over different 
©xperiments. Using the ESs, the meta-analyst can then examine the 
sae to see if the magnitude of the ESs are affected by chosen 
variables such as the sample sizes of the constituent experiments, 
me type of client or patient studied, whether the subjects were 
recruited from clinical populations or from other sources, Or 
paeten variations in the type of measure used contribute to the 


There are several published meta-analyses dealing with the 
comparative effectiveness of different kinds of psychological treat- 
Jan (e.g. Andrews and Harvey, 1981; Smith et al., 1980; D. A. 

apiro and D. Shapiro, 1982). The work of Shapiro and Shapiro 

1982) has been chosen for discussion because it has a number of 
methodological advantages. Although it used a different data base 
x also broadly replicated the findings of an earlier meta-analysis of 
mith et al, (1980). Shapiro and Shapiro identified 143 studies 
Published over a five-year period in which two or more experi- 
mental groups (therapy groups) were compared with a control 
oup: For each study they calculated ESs for the outcome 
= Tables giving them a total of 1828 ESs, about thirteen for each 
"dy. They also coded each study on a number of variables and 
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these are set out in Table 7. The impact of these variables on the 


ESs was then investigated. 


Table 7 Summary of some of the variables studied by Shapiro and 


Shapiro (1982) for their impact on the effect size in a meta- 
analysis. 


Treatment methods Behavioural, cognitive, dynamic-humanistic 


mixed behavioural, minimal (placebo), unclas- 
sified as: 
Target problem, psychiatric diagnosis, client s 
educational level, age, source of subjects 
(clinic, students) 


Client variables 


Outcome measures Domain (e.g. self-esteem, anxiety, depress- 


ion, personality trait), specificity, reactivity, 
measurement technology (hard soft) 


Random allocation of clients and therapists, 


sample size, attrition rates 
ee e Sze attritionirates 1 o 


In summary Shapiro and Shapiro (1982) found that treatments, 
other than those which were minimal (i.e. placebos), resulted uD) a 
average ES of 1.03 indicating that treatment by psychologica 
methods is broadly beneficial. Splitting the treatments into five 
broad categories gave mean ESs of 1.42 for ‘mixed behavioural’, 
1.06 for behavioural, 1.00 for cognitive, 0.71 for minimal or placebo 
treatments and 0.40 for dynamic and humanistic therapies. There 
was, therefore, evidence that the more active treatments were more 
effective than the predominantly telationship-oriented therapies- 
However, the authors do note the scarcity of studies using dynamic 
and humanistic therapies. This may reflect the unenthusiast 
attitude towards outcome studies typically manifest amongs 
adherents of these schools (see Chapter 8). $ t 

There was no evidence in this meta-analysis that cinan 
features of the client such as age, educational level, source (cling 
vs. recruitment from the community) had any appreciable effect © ; 
ES. There was also no evidence that analogue subjects gave a ee 
response to treatment. On the other hand there was a considerab d 
relationship between the nature of the target problem and ES an 5 
this accounted for more than 20 per cent of the variance. Phot 
gave a large ES (1.29 on average) whilst at the other end of Be 
Spectrum anxiety and depressive disorders had a mean ES of 0.6 i 
Finally, there was a relationship between the type of measuremen 
device used and the ES. Measures which were more specific to # 


Design quality 


mel 
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target problem (e.g. a BAT) produced bigger ESs than general 
tests of personality. As has already been noted the theoretical 
leanings of the experimenter will determine the kind of measure 
that is used and it is the behaviour therapists who are most likely to 
opt for the more specific measures of behaviour change. A second 
finding was that measures known to be more reactive (e.g. therapist 
ratings) produced bigger ESs than less reactive measures (e.g: 
physiological indices such as heart rate), and this is hardly 
Surprising. 

Shapiro and Shapiro (1982) also coded the measurement pro- 
cedures on a scale of measurement technology ranging from soft 
Measures like self-ratings and projective tests to hard indices such as 
Observations of real-life performance. Soft measures were associ- 
ated with larger ESs. To the extent that different treatments deploy 
different types of measure the outcomes could be influenced by the 
Measurement device rather than any real difference in therapeutic 
effectiveness. This shows up a major problem in meta-analysis in 
that types of therapy can be confounded with other variables. 

This problem can be circumvented in two ways. Firstly, it is 
Possible to look for a subset of the data base containing those 
Studies in which two kinds of therapy have been compared using the 
Same measures. Shapiro and Shaprio attempted this but found few 
P aao pleS (only twenty-one) which compared major classes of 

teatment. The alternative method is to fall back on statistical 
techniques that can partial out the effect of different kinds of 
qieasurement. However, when this was done by Shapiro and 
hapiro there was little indication of any change in the relationship 

tween the different types of treatment and ES; AN 1 
elke would be expected meta-analysis has been qiia in 
ai on both to the general approach and to specific mara DEN 
and 8) (e.g. Eysenck, 1978; Rachman and Wilson, 1980; Wilson 
mire achman, 1983). The thrust of the various criticisms generally 
K ors those applied to the Temple study and described earlier. 
tise concern sample selection, measurement and the uniformity of 
iter Some of these criticisms seem to be based on a 
T nderstanding of the aims of meta-analysis, blaming it for things 
5 any does not set out to do. The foremost of these aims is the 
niea cent of statements about the general effects of therapeutic 
ation €ntions. In contrast to this meta-analysis cannot give inform- 
i es to how therapies work nor can it provide a detailed analysis 
eee Most effective components in therapy- In addition it will not 
Se psychological understanding of the nature of conditions 
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such as agoraphobia or depression. These issues are best dealt with 
using smaller research projects in which the alleged critical vari- 
ables can be experimentally manipulated. 

A major criticism of meta-analysis was voiced by Eysenck (1978) 
who described it as an exercise in ‘mega-silliness’. Eysenck argued 
that the exercise was essentially one of recycling garbage (along the 
lines of the old maxim about computing, ‘garbage in leads to 
garbage out’). Meta-analysis aggregates studies of widely differing 
methodological competence. Behind this criticism lies the assump- 
tion that there are absolute standards of experimental design and 
method. 

Two points can be made in relation to this argument. Although it 
cannot be denied that studies do vary in methodological sophistic- 
ation and the way that they are designed there is no reason why 
these differences should not be empirically examined in order to 
ascertain whether they do indeed have a profound impact on the 
outcomes obtained and their subsequent interpretation. Meta- 
analysis explicitly includes such considerations. Secondly, if there 
are absolute canons as to what constitutes scientific research then 
these are not laid down unambiguously. The history of science 
Suggests that new methods and experimental techniques are 
constantly being developed as investigators come to appreciate the 
inadequacies of those Presently existing. Unless a method has been 
shown to produce Wrong results it is not just rejected out of hand 
and as methodology advances so older data is usually reinterpreted 
rather than just being rejected. 

The second type of criticism of meta-analysis is yet another 
version of the ‘apples and oranges’ problem. It lumps together 
dissimilar clients or patients and assumes that they represent some 
uniformity of abnormality. It is therefore dubious to attempt tO 
draw meaningful conclusions from the aggregation of hetero- 
geneous sets of people and problems. In defence of meta-analysis it 
should be obvious that the technique does recognize dissimilarities 
between people and the problems with which they present (Glass 
and Kliegl, 1983). It makes attempts to discover the contribution © 
variation along these dimensions to the effect of treatment a 
measured by ES. A second point made by Glass and Klieg! (1983) #6 
that many of the original studies which have been included in the 
published meta-analyses fail to make clear-cut distinctions betwee” 
clients and the types of problem which they present (e.g. the 
Temple study). Meta-analysis cannot be blamed for the apparent 
design faults of the original studies which comprise its data base- 


Comparing Different Treatments 225 


This does, however, highlight an important limitation of meta- 
analysis. It can only take into account features explicitly covered in 
the studies forming the data base and it cannot deal with any 
systematic biases that may have been present in those studies. It has 
been argued earlier that control of ‘placebo’ treatments may need to 
take into account the credibility of the main treatment or the 
expectancy for change that it induces in the patient. Very few 
Studies have done this: In consequence it could be that the relative 
'mpact of different forms of treatment established by Shapiro and 
Shapiro (1982) simply reflects their differential credibilities. There 
1S no means of telling this from the meta-analysis unless enough 
studies that have taken credibility into account are available for the 
data base. 

A third major criticism of meta-analysis has already been alluded 
to. This pertains to the problem of equating different measurements 
Over different studies. This is referred to as the incommensurability 
Problem by Glass and Kliegl (1983). Given that different ap- 
Proaches to treatment lead to different measures because their 
conception as to what constitutes therapeutic change is different, 
there is no possibility that treatments can be compared unless the 
One set of measurements can be successfully translated into the 
Other. It has already been shown that psychodynamic theory 
Prescribes the use of certain types of outcome measure and 
Broscribes the use of others. The same applies to behaviour therapy 
ae the two show little overlap in what they might regard E 
Beit measures of response to treatment. Inthe absence of ru - 
ade will enable the theoretical constructs of one school to pa 
Sees. translated into those of another there is little chance of a 
Renee between them on a theoretical level. At the practical 
tend itis still possible to be undeterred in evaluating therapies that 
of ee different measurement strategies as the meta-analysis 

fee and Shapiro (1982) has shown. 
ree are other more technical problems of measureme oe 
sons ao The technique depends upon all outcome compart- 
Size fe expressed in the form of a common metric, the effect 
here A ere is a legitimate argument, too complicated to be res 
Size te to the adequacy of the commonly used meate of n ect 
natives; Hedges, 1982: Mitchell and Hartman, ) ter- 
een > including non-parametric measures of effect size, have 
meager Toposed. Meta-analysts generally assume that their chosen 
at Te of effect size is acceptable but it has yet to be demonstrated 
any of the suggested alternatives is adequate for the purpose. 
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In trying to make sense of the accumulation of a vast amount of 
information relating to the effects of different kinds of treatments 
there seem to be two major alternatives. Either the outcome data 
can be fed into a meta-analysis (or something akin to it) which will 
enable the potentially relevant variables to be explored in so far as 
they have been taken into account in the original studies. This 
involves accepting all the limitations of the meta-analytic method. 
The alternative is to make a priori judgements about the methodo- 
logical adequacy of the original studies and to reject those that fail 
to live up to very stringent standards (in practice most of the 
published studies). Not only does this lead to the possibility of 
subjective bias in determining which studies are acceptable and 
which not but the ultimate consequence of the search for methodo- 
logical purity means that it becomes impossible to compare 
different types of treatment at all. This is because what is required 
to demonstrate that one kind of treatment works is different from 
what is required for another. An experiment to compare behaviour- 
al and psychodynamic forms of therapy that is to be equally fair to 
both and entirely pure methodologically is impossible to design. 


Summary 


In this and the previous two chapters an attempt has been made tO 


examine some of the issues Surrounding the evaluation of treat- 
ments. What appear to be simple questions about the effectiveness 
of treatments and the mechanisms by which they work turn out to be 
much more complex. Their attempted resolution has sometimes le 

to acrimonious debate. What should be clear from the discussion 1S 
that simple conclusions such as ‘behaviour therapy works and 
Psychotherapy does not’ are usually also simple-minded. Possibly 
the best way forward lies Not in trying to verify or refute assertions 
of this kind but in taking treatments that are known to work: 
exploring the limits of their effectiveness and the reasons why they 
Work. In particular, identifying the key components in treatments 
may allow new, and even more effective therapeutic methods to We 
devised. In addition enhancing understanding of why treatments 
work is the one aspect of treatment evaluation research that is likely 


toimprove understanding of the nature of the problems that need to 
be treated. 


i 


13 Beyond Therapy to 
Changing the 
Environment: 

The Example of 
Schizophrenia 


In the discussion of treatment so far the concern has essentially been 
with methods that are directed, in some way or other, at ‘internal 
change’. The basic assumption has usually been that some kind of 
change in the internal state of the individual needs to be achieved in 
Order that there may be a therapeutic effect. The effect may involve 
the resolution of historical conflicts (psychoanalysis), the restruct- 
uring of faulty cognitions (cognitive therapy), changes 1n stimulus- 
Tesponse expectations (behaviour therapy), self actualising 
(humanistic therapy) or some readjustments of neurochemical 
functioning (drug treatment). Environmental influences are 
assigned to a secondary position and only rarely explicitly con- 
Sidered, measured or manipulated. Indeed in Malan's work on 
Short-term psychotherapy (see Chapter 8 and Malan, 1963; 1976) 
Changes in psychological functioning which could have been 
fought about by concurrent changes in the individual s living 
conditions are regarded as spurious. Although the patient ment 
feel better and his functioning improve, he would be regarded as 
aving made little, real improvement in terms of psychodynamic 
criteria, The only therapy outlined in Chapters 8 and 9 that 
explicitly recognizes the impact of environmental variables in 
controlling abnormal behaviour and maintaining therapeutic gains 
1S Skinnerian (or operant-based) behaviour modification. ak 
Against this must be set the fact that much abnormal behaviour is 
por Immutably fixed. It is well recognized that neurotic symptoms 
Uctuate and tend to improve. This so-called ‘spontaneous re- 
Mission’ has been the subject of much debate often in a relatively 
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futile attempt to establish the ‘true’ rate of remission. It will be 
recalled that the control group in the Temple study (Sloane et al., 
1975), described in Chapter 12, showed an overall improvement of 
about 40 per cent on crude outcome measures. This level of 
improvement is fairly typical of untreated control groups in therapy 
trials. The improvement could be due to some of the artifacts 
discussed at the beginning of Chapter 10 such as regression to the 
mean, instrumentation effects, the consequences of repeated 
testing, etc. These are unlikely to account for the whole of the effect 
and it could be that some genuine improvement has occurred as 
well. The sources of this improvement are largely unknown. It has 
been speculated that phobics may become accidentally exposed to 
phobic stimuli under Propitious conditions so that, in effect, they 
are treated by exposure produced by random environmental 
variations. This is quite possible but as yet there is little corrobor- 
ative evidence. 

It has also been suggested that the social environment of neurotic 
patients is an important determinant of recovery (Beiser, 1976). 
People with more Supportive, accessible social contacts are 
hypothesized to recover sooner from minor neurotic symptoms 
(anxiety/depression, irritability, sleep disturbances, etc.). There is 
also evidence that the Perceived adequacy of social support can 
Protect people from the effects of adverse circumstances (Hender- 
son et al., 1981). On the other hand, evidence that support can 
speed recovery is still awaited (Henderson and Moran, 1983): 
Surtees (1980) has shown that women recovering from a depressive 
episode do not relapse as readily if they have a confiding relation- 
ship with another person. Apart from a few studies of this nature 
there is very little detailed knowledge about what factors produce 
spontaneous remission. 
Traditional Psychiatric research has examined a variety 9i 
dicators of outcome for the different disorders. Variations 1 
symptoms, gross socioeconomic indicators like age, sex, marital 
Status and income, as well as family history of psychiatric illness, 
haye been investigated. Very often these variables produce weak 
correlations with psychiatric outcome and do not predict whether 
patients will relapse in the future (Strauss and Carpenter, 1981)- 
Even when such correlations are found it is difficult to understand 
what they mean in relation to Specific psychiatric symptoms- 
Conversely, attempts to correlate symptoms with a variety of 
outcome measures like employment and social independence have 
also given very modest results. This approach is based on the 


in 
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assumption that symptoms are the central determining feature of 
the patient’s adjustment and that other factors are of much less 
significance. 

It is increasingly evident that attempting to understand recovery 
in this kind of way is too simple-minded. There is no necessary 
correlation between functioning in one domain of a person’s life and 
his wellbeing in another. For example, Watt et al. (1983) examined 
the natural history of a cohort of people treated for schizophrenia. 
Ina follow-up five years after initial treatment they measured social 
and psychological functioning. There was no clear relationship 
between the two. It was possible for an individual to remain 
Symptomatic and yet be reasonably well adapted in other areas of 
his life. Thus one man who still retained extensive paranoid 
delusions still functioned adequately in a teaching post in a medical 
school. 

This chapter will attempt to look at the way in which the 
environment and biological treatments interact to determine 
recovery from a serious psychological disturbance, schizophrenia. 
Before doing so it is necessary to outline the features of schizo- 
Phrenia. A fuller discussion of this disorder can be found in Neale 
and Oltmanns’s (1980) excellent text. f 


Schizophrenia: the clinical features 


Approximately 1 per cent of the population will be diagnosed as 
Schizophrenic at some point in their lives. Schizophrenia is the term 
Used to describe one of the most severe forms of psychiatric 
disturbances as judged in terms of the disruption of normal life, the 
deviance of the symptoms from normal experience, the risk of 
©ng-term hospitalization and the secondary handicaps that can 
accrue from having the disorder. Until recent years the diagnosis of 
Schizophrenia was held to have a very poor prognosis. It was 
thought that sufferers progressively lost their intellectual, 
emotional and social capacities to such an extent that they were 
likely to require permanent asylum. Indeed the initial formulation 
of Schizophrenia as a distinct psychiatric category emphasized the 
Oss of these abilities by using the term ‘dementia praecox’. 
Since the mid-1950s the treatment of schizophrenia has changed 
remarkably so that it is now more and more unlikely that those so 
‘agnosed will end up as long-term residents in psychiatric 
°spitals. The change in prognosis is due to a number of factors. 
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These are advances in pharmacological treatment, changes in social 
and political attitudes to mental health and the care of the mentally 
ill, and an increased understanding of the psychological impair- 
ments associated with schizophrenia. Before looking at these 
approaches to treatment it is necessary to describe the nature of the 
disorder itself and to discuss some of the problems encountered in 
studying its attributes. 

The usual psychiatric description of acute schizophrenia 
delineates disorders in thought, perception, affect and motor 
behaviour. Not all the patients described as schizophrenic will have 
all of these features. Changes in the same modalities can also occur 
in patients with certain Organic brain diseases such as those induced 
by viral infections (e.g. meningitis). However, the main differenti- 
ating point is that schizophrenics show no disturbance or ‘clouding’ 
of consciousness. In other words they are not confused and ‘out of 
touch’ in the sense that they remain oriented within their environ- 
ment, knowing where they are, the time of day and so on. 

hnical meaning in neurology and psy- 


(Consciousness has a tec 
chiatry that does not entirely correspond with its everyday 


meaning.) 

„Thought disorder in schizophrenia is one of the least reliably 
diagnosed features and, at least in terms of its most florid 

t rare. Hamilton (1974) describes it as ‘the 
production of false concepts by the blending together of in- 
congruous elements’. The most obvious feature of formal thought 
disorder is that it makes it very difficult to understand what the 
person is saying. Although the form of utterance complies with the 
normal rules of spoken language the semantic content has a bizarre 
quality about it. The flow of thought can appear to jump from one 
thing to another with little in the way of logical association. There 
may be a sudden break in the flow of speech, known as ‘thought 
blocking’, and novel words may be coined. The latter are called 
‘neologisms’ and an example of a neologism is where a patient with 
delusional ideas causing him to worry about whether he was truly 
male or female and to doubt his Sexual potency described himself as 
in need of a ‘hermaphrodisiac’. 

More common features linked to the thinking of schizophrenics 
are found in a cluster of Symptoms in which the patient believes that 
things are happening to his mental processes. Thought insertion is 
where the patient claims that thoughts are being put into his mind by 
persons or things over which he has no control. The reverse of this, 
thought broadcast, can also occur and the claim is that the patient’s 
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thoughts are being transmitted to the minds of other people. 
Schizophrenics also experience thought withdrawal in which they 
report that their minds are suddenly emptied of all thoughts. 
Alternatively they may describe their thoughts as being echoed 
immediately after coming to mind or feel that their thoughts are 
audible and can be heard by others. 
_ Schizophrenics commonly experience frightening delusional 
ideas. The most common of these are delusions of control and 
paranoid delusions. Delusions of control involve the idea that some 
Outside force is determining the patient’s actions and that the 
patient himself is not in control of his own actions and feelings. The 
Patient may state that he is being forced to commit some heinous act 
against his will. Paranoid delusions are where some person OF 
Persons are alleged to be expressing malevolent thoughts, feelings 
Or acts against the person. For example the patient may believe that 
he is being continually followed and spied upon by the secret police 
of some sinister organization. The central feature of delusions is 
that the patient accepts palpably false, or at least very highly 
Improbable ideas as being entirely true. Textbooks typically define 
delusions as ‘false beliefs’ although there are inadequacies in this 
definition. Normally when people say that they believe something 
there is the implicit acceptance that what is believed might not in 
fact turn out to be the case. Delusions can carry absolute conviction 
and thus might more accurately be described in some way: 
knowledge’, 
Perceptual disturbances take the form of hallucinations or 
Perceptual experiences without the presence of a corresponding 
external stimulus. Although hallucinations can occur in any sensory 
Modality schizophrenic hallucinations are most typically auditory in 
Nature. Hallucinatory experiences can vary quite widely. Some 
Patients report that they hear other people commenting on their 
actions or thoughts. The comments may be quite trivial and concern 
the things that the patient is doing at that time. On the other hand 
€y may be emotionally laden and abusive OT threatening. 
allucinatory voices may also tell the patient to do things. 
Hallucinations in which the content is clear and verbal are not the 
Only kind. Patients may also experience sounds of events happen- 
ng. Thus a paranoid man may report hearing the sound of a drill on 
the other side of the wall which is then interpreted as being due to 
the efforts of his persecutors who are trying to get at him. If there 
really was a drill but it was being used by workmen in the road 
Outside, the patient’s report would then be designated a delusional 


s as ‘false 
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perception. 

Affective changes are not the most prominent feature of acute 
schizophrenia although they can be quite marked in chronic cases. 
People with paranoid ideas can become frightened and agitated but 
the most obvious feature of affect is its apparent incongruity. There 
is a lack of correspondence between the overt signs of emotion and 
the current situation. A schizophrenic may suddenly burst into 
laughter when there is no apparent reason for hilarity or he may 
weep inexplicably. It is possible that the emotional reaction 
corresponds with covert events, such as the patient’s thoughts or 
hallucinatory experiences, but reasons are typically not communi- 
cated to the interviewer who finds it very hard to understand the 
patient’s reactions. In a small number of schizophrenics the picture 
is mainly one of incongruity of affect and it may be hard to elicit 
other features such as delusions, hallucinations or thought disorder. 

Motor activity is the final domain of disturbance in schizophrenia. 
A now rather rare feature of schizophrenia is catatonia in which the 
patient may be frozen into bizarre postures for long periods. It may 
be that the patient’s limbs can be moved by the examiner and will 
then stay in whatever position that they are left. This feature is 
rather poetically known as ‘waxy flexibility’. Much more common 
motor features are stereotyped movements of the patient’s hand or 
head which might be related to delusions or hallucinations. A 
patient might lean forward to listen to his ‘voices’. Alternatively 4 
patient may usually stand with his hands in a rather unusual and 
Stereotyped position. 

It will be noticed that many of the features of schizophrenia can 
So occur in other psychiatric disorders. For example, patients with 
affective psychoses may have delusions and hallucinations. In this 
case the content is congruent with the patient’s low mood and the 
severely depressed individual will have delusions about such things 
as having committed dreadful sins for which he is being justly 


punished. In contrast the schizophrenic with paranoid delusions 


does not have the marked affective features of depression and is not 
being persecuted for any good t 


Teason that would cause him to merit 
this persecution. It is therefore not just the nature of the symptoms 
that determines whether they are schizophrenic in nature but also 
their flavour and the context in which they occur. 


al 


Subtypes and diagnostic reliability 


Not all schizophrenics display all of these symptoms in the acute 
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phase of their problem. Kraepelin, the first modern investigator of 
schizophrenia, recognized this and developed a subclassification of 
schizophrenic disorders based on the apparent coherence of clinical 
symptoms and the presence of the most salient features. Kraepelin’s 
original scheme delineated three subtypes; catatonic, paranoid and 
hebephrenic. In the first two of these the most prominent features 
were catatonic states and paranoid delusions respectively. 
Hebephrenic schizophrenia was more marked by emotional 
incongruity. After being influenced by the writings of Bleuler, 
Kraepelin introduced the fourth category of simple schizophrenia in 
which no single symptom predominated. Kraepelin’s approach was 
basically descriptive and he did not search for causes for the features 
of schizophrenia. 

Bleuler, a near contemporary of Kraepelin, took a very different 
approach to the problem of variability in schizophrenic symptom- 
atology. Bleuler tried to formulate schizophrenia in such a way that 
the different features could all be understood as the consequences 
of a common psychological mechanism. He suggested that the key 
feature was a disturbance in the associative capacities of the mind. 
Bleuler’s own phrase was a ‘breaking of the associative threads’. 
For Bleuler the associative capacities of the mind were central to its 
Integrity. He sought to demonstrate how an impairment of this 
fundamental mechanism could result in disturbances of speech and 
thought and the problems in concentration and attention that are so 
Noticeable in schizophrenics. Bleuler was also influenced by Freud 
and he hoped that the use of Freudian ideas would give an 
Understanding of the specific content of individual schizophrenics’ 
symptoms. 

Although Kraepelin was influenced by B 
appear to have taken up Bleuler’s causal hypot 3 

ecame very influential in the USA whereas Europe, and particu- 
larly Britain, remained more with the Kraepelinian mould. It has 
been argued that this is what produced the markedly different 
diagnostic practices on the two sides of the Atlantic. Bleuler’s 
formulation of schizophrenia led to the situation in which schizo- 
Phrenia was diagnosed if the clinician inferred that the patient was 
exhibiting a loosening of associative capacities. The basis for the 
diagnosis then shifted from a set of relatively clearly described and 
Potentially publicly observable symptoms to inferences made about 
the individual's mental processes. Not surprisingly these inferences 
are made less reliably than overt symptoms which can be identified. 

urthermore evidence of loosened associative capacity can be 


leuler he does not 
hesis. However, this 
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found in symptom complexes other than schizophrenia. The end 
result of all this is that schizophrenia became much more frequently 
identified by American psychiatrists than their European counter- 
parts. i R 

This phenomenon was studied by a collaborative research projec 
involving researchers in New York and London (Cooper et a 
1972). A series of admissions to hospitals in both cities was 
examined. Each subject was diagnosed by the psychiatrist providing 
the local service and by research psychiatrists who used pre- 
determined criteria for the various disorders. These criteria were 
constructed so as to rely on the presence of overt symptoms. The 
results of the study showed that clinical psychiatrists in London 
were likely to diagnose schizophrenia and affective disorders in 
roughly equal numbers and these diagnoses agreed reasonably well 
with those of the research psychiatrists. On the other hand the New 
York psychiatrists made many more diagnoses of schizophrenia but 
relatively few of affective psychosis. This was not because schizo- 
phrenics were more common in New York, because the independ- 
ent research diagnoses showed affective disorders to be just as 
frequent as in London. Psychiatrists in New York tended to 
diagnose people with affective disorders as schizophrenics because 


their criteria for making diagnoses were different from the estab- 
lished research criteria. 


One implication of these findings is that it is necessary to be very 
careful in comparing data obtained from different countries on 
apparently similar subject populations. In Particular this is so when 
looking at research from the USA and Britain on schizophrenia 
that was published in the 1950s and 1960s. Since that time there has 
been a considerable improvement in diagnostic practices and 
standardized interview schedules have come into common use for 
research purposes. These schedules Set out consistent diagnostic 
criteria and have been shown to have good reliability. In addition, 
general diagnostic practices in North America have moved much 
closer to those in use in Europe with a greater emphasis on the 


observation of overt symptomatology as opposed to inferred causal 
factors. 


Chronic symptoms 


The description offered so far 
the acute stages of schizoph 
more or less from their first a 


has concentrated on the symptoms of 
renia. Many schizophrenics recover 
cute episode. In fact about 25 per cent 


k 
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seem to have one episode only (Watt ef al., 1983; Wing, 1982). A 
small proportion (5 to 10 per cent) will have unremitting acute 
symptoms whilst the rest will run a variable course in which there 
are periods when the symptoms are relatively quiescent but these 
are interspersed with acute exacerbations. As time passes there is 
an increasing chance that the schizophrenic patient will come to 
display chronic symptoms which differ from those found in the 
acute state, but these chronic symptoms may occur very early on 
during the disorder’s history. 

j The chronic symptoms are sometimes known collectively as a 
defect state’ or the ‘clinical poverty syndrome’. The characterizing 
feature is a relative lack of behaviour rather than the presence of 
florid symptoms. For this reason the acute and chronic symptoms 
are also referred to as ‘positive’ and ‘negative’ symptoms. Accord- 
ing to Leff (1982) there are several negative symptoms. There is a 
lack of initiative in which the patient appears unable to instigate 
activities of his own volition, which may go so far as a state of being 
totally inert. Related to this is a lack of energy with slowness of 
movement and complaints that everything takes great effort. 
Patients also have a lack of alertness in that their mental processes 
Seem slowed and they are difficult to arouse by external stimulation. 
Whilst schizophrenic patients typically show great difficulty in 
Concentrating and sustaining attention they may remain GURE 
Preoccupied by their hallucinations, delusions and other abnormal 
experiences and this may make them less alert in general. Leff 
Noted that one prominent feature of the defect state is a lack of 
interest, and chronic schizophrenics seem to have few interests out- 
Side their normal routine. 

Other features of the defect state includ 
responsiveness (or ‘flattened affect’) in which emotional responses 
are reduced both in range and intensity, a marked tendency to social 
withdrawal where they may go to extreme lengths to avoid being in 
the company of other people, and a loss of social graces resulting in 
a slovenly appearance and a boorish manner with no regard to the 
Sensibilities of others. The schizophrenic family member spends 
Much time alone in his room and may even reverse his sleep pattern 
SO as to be active at night when the rest of the family wish to sleep 
(Creer and Wing, 1974). Not surprisingly the failure to observe the 
Usual social conventions and to take the possible reactions of others 
into account can be upsetting for the rest of the family. Neighbours 
and members of the public with no knowledge of schizophrenia may 

© put off or even frightened by the patient’s appearance and 


e a lack of emotional 
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behaviour and this will also contribute to the family’s problems as 
well as confirming the stigmatization of mental illness and all that 
goes with it. 


Outcome and management 


A number of attempts have been made to discover which features of 
schizophrenia or the premorbid history will predict outcome in a 
person at the time of the first breakdown. Historically it is true that 
the outcome of a schizophrenic disorder has been regarded as rather 
poor. Thus the diagnosis of schizophrenia conveyed the expectation 
of an inevitable progression into a chronic state with the pattern 
being relatively uninfluenced by the social and psychological 
environment. Strauss and Carpenter (1981) likened this to the 
diagnosis of a known physical disease such as measles which, when 
made, tells the clinician what to expect. It is possible to anticipate 
the course of the symptoms and offer a reasonable prediction as tO 
when the patient will get better. The other feature of this kind of 
diagnosis is the relatively unitary nature of the disease. The patient 
either has it or he does not and having the disease does not affect 
social role functioning except in the short term during confinement 
to bed. Potentially there is a single outcome measure in the 
presence or absence of an active virus. (In fact this is too simplistic a 
view of even a well-known physical disease like measles but it 
provides a useful contrast with schizophrenia.) 

In comparison, it has already been shown (see Chapter 12) that 
even simple psychological disorders can be ‘unpacked’ into 
component parts which may not be closely tied to each other. In a 
more complex problem, such as schizophrenia, th 
likely to be the case. Outcome can be looked at in terms of a number 
of domains other than the presence of symptoms. The obvious 
domains affected by schizophrenia are the Occupational, social and 
personal adjustments made by the individual. The term ‘domains’ 
is used deliberately to emphasize the point that these aspects of 
behaviour can be relatively independent of one another and so the 
situation is not easily summarized by one single measure. Even 4 
domain like the social domain can encompass a number of different 
activities such as forming and maintaining relationships with others, 
maintaining independent social existence, and so on. 

The early formulations of schizophrenia simply assumed that the 
occurrence of the disorder indicated a poor outcome in all aspects of 


his is even more 
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behaviour in line with the symptomatic picture. That this is not 
necessarily the case is well illustrated by an individual resident in a 
neighbouring village to one of the authors. This person continually 
displays and updates a set of notices outside his house which 
proclaim the nefarious activities of various organizations which 
allegedly continually torment and persecute him and his brother. 
The nature of these communications is such that most clinical 
opinion would have little hesitation in describing them as the 
manifestation of paranoid delusions. Yet the individual responsible 
has lived independently in the community for a considerable length 
of time and even supports and looks after a severely mentally 
handicapped and deaf brother. 

The only sensible approach to looking at outcome in schizo- 
Phrenia must be to regard it as a highly complex phenomenon which 
influences many different domains of behaviour in addition to 
symptomatology and where outcome in these domains may not be 
predicted by symptom levels. Additional information about 
premorbid adjustment and the individual’s response to his disorder 
is also required in order to make any kind of reasonable attempt at 
Predicting non-symptomatic outcome. What is apparent from 
recent research are the very varied outcomes in those diagnosed as 
Schizophrenic. Some can be rather like the example given above 
and achieve more or less adequate performance in some areas Of life 
despite the presence of acute symptoms. Others can be the reverse 
and have very few symptoms but be very impaired in terms of their 
ability to live independently and interact with other people. 

A second consequence of this view of outcome is that it becomes 
Possible to conceive that performance in some domains may be 
Influenced by factors other than those responsible for the occur- 
rence of symptoms. Even if symptom production and control were 
Well understood, and this is certainly a long way off, this would not 
Suarantee the same understanding and control of non-symptom 
domains. 

There is good evidence that this more complex view of schizo- 
Phrenia can provide better prediction about prognosis. Inaseries of 
Studies Strauss and Carpenter (1972; 1974; 1977) have looked at 
Various outcome domains and the predictive relationships both 
Within and between domains. The five domains selected were 
Symptom type, symptom duration, hospital status (in-patient vs. 
Out-patient), social functioning and work performance. The 
itaamental finding was that each domain was the best predictor of 

self. Thus the best predictor of time spent out of hospital between 
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the index admission and the next admission was the time between 
the previous and index admissions. Measures of symptomatology 
contributed very little to predictions of hospitalization. In fact 
hospitalization was very poorly related to all the other domains. 
Similar results also emerged for the other domains with, for 
example, the best predictor of employment being the time spent in 
employment prior to the initial admission to hospital. 4 

Findings of this type have also been obtained by other investi- 
gators. In one instance Watts and Bennett (1977) showed that a 
patient’s previous employment record predicted whether he would 
return to open employment again after a psychiatric admission. In 
contrast symptomatology was of no value in predicting return to 
work. Results like these offer yet more evidence of a considerable 
degree of specificity in Psychological and behavioural variables, 
even under the circumstances of as severe a disruption of normal 
mental functioning as is produced by schizophrenia. g 

There is one fairly consistent finding in research on outcome in 
schizophrenia. This is that people with a rapid onset of florid 
Symptoms are likely to do considerably better than those who have a 
slowly developing incipient disorder. Judging whether an acute 
episode has been precipitated by some stressor is notoriously 
difficult and the methodological problems have been discussed in 
Chapter 7. However, most research into schizophrenia that has 
looked at this issue has revealed that the presence of an apparent 
precipitating event is associated with a good outcome (Neale and 
Oltmanns, 1980; Strauss and Carpenter, 1981; Wing, 1982). 

It would also appear that those with a rapid onset of symptoms 
are more likely to have a good premorbid adjustment in other areas 
of their lives. They are likely to have good records of social 
integration, interpersonal relationships and employment. ee 
w Onset never seem to have achieved 4 
on-symptomatic domains of their lives- 
gestive of poor social integration from 
Sometimes of a steady deterioration 19 
nce at school and college. It has bee? 
entral features of the disorder, including 
ental cognitive processes, are already 
or to clinical presentation and that they 
developing normal functioning in the 
domains. In any case the evidence of 
d onset of symptoms can be reformulated 
adjustment (social, interpersonal, et¢-) 


reasonable adjustment in n 
They may give a history su 
childhood or puberty and 

their intellectual performa 
Supposed that some of the c 
the disruption of fundam 
developing in the years pri 
Prevent the person from 
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prior to initial onset is associated with later adjustment. 


The treatment of acute episodes 


Until the 1950s there was no reliable treatment for the acute episode 
of schizophrenia although this was not for want of trying. A number 
of things had been tried including ECT, insulin-induced coma, and 
a variety of other ‘shock’ treatments (Brandon, 1981). For the most 
part patients in the most disturbed states were confined to locked 
wards. Pharmacological treatment was generally directed at 
sedating the patient as much as possible. 

It was with the accidental discovery of chlorpromazine that a 
specifically antipsychotic drug became available in the 1950s. This 
drug has the property of selectively reducing the major symptoms of 
Schizophrenic psychosis, such as hallucinations, delusions and 
thought disorder, without grossly impairing the patient’s conscious- 
Ness. Since its discovery a number of other drugs belonging to the 
Same chemical family. (the phenothiazines) have been developed. 
These neuroleptics (a term that includes a wider range of drugs than 
Just the phenothiazines like chlorpromazine) all have a similar 
effect in that they tend to reduce acute symptoms but have little, if 
any, effect on the so-called negative symptoms. Their use has led to 
Consideration of the mechanisms by which they might exert their 
effect and so to hypotheses about underlying neurochemical 
dysfunctions in the central nervous system which might cause 
Schizophrenia, 

In brief, a major proposal is that the neuroleptics work because 
they block the dopaminergic system. Evidence for this hypothesis 
Comes from two sources (Mackay, 1983; Rodnight, 1982). One 1s 
that it has been observed that psychoses Very similar to the acute 
forms of schizophrenia can be induced by amphetamines. Pharma- 
Cological research showed that amphetamine produces Its 
behavioural effect by stimulating the release of dopamine and that 
ha olePtics can block such release. Secondly, it has been found 
hat about 30 per cent of patients treated with neuroleptics suffer 


Side effects similar to the symptoms seen in Parkinson’s disease. 
A ese are known as extrapyramidal side effects because they are 
i SSociated with the extrapyramidal motor system and this system 1s 
oled in Parkinsonism. The symptoms include rigidity of the 
imbs, slowed movements (bradykinesia), a coarse ‘Parkinsonian’ 
type of tremor, and accompanying changes in posture and gait. 


atients may also complain of having a dry mouth and difficulty in 
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swallowing and speaking. In addition to this their facial ‘expression 
can be mask-like or frozen. These symptoms can be relieved quite 
well by anticholinergic drugs. More to the point it has been shown 
that Parkinson’s disease involves a degeneration of dopamine- 
releasing synapses. It therefore seems that neuroleptics can mimic 
this degenerative process. However, it should also be remembered 
that whilst the side effects of neuroleptics are very similar to the 
symptoms of Parkinson’s disease, they are not absolutely identical. 
From these two sets of observations it is only a short step to the 
proposal that schizophrenia is caused by excessive dopamine 
transmission or by the relative supersensitivity of the receptor 
neurones. Unfortunately this hypothesis has not stood up well 
under experimental test and there has been a general failure to find 
evidence of excessive dopaminergic activity or heightened sensi- 
tivity in receptors (Neale and Oltmanns, 1980; Rodnight, 1982). In 
passing, it can be noted that biochemical research in this field is nO 
less likely than psychological research to 
promising lines of en 
dictory findings. 


develop apparently 
quiry which end up in dead ends or contra- 


Tt can be asked whether neuroleptic medication cures schizo- 
phrenia in the sense that Penicillin or some other antibiotic can cure 
a bacterial infection by killing off the cause of the disease process. 
The answer to this is relatively clear-cut and in the negative. In all 
but about 7 per cent of patients there is a fairly quick reduction in 
acute symptoms (i.e. less than five weeks) and about 25 per cent of 
those treated will never have another episode. As has been 
discussed already (page 238), there are some guidelines as tO 
which features are associated with a good outcome but the 
correlations are far from perfect. Thus even people with an 
apparently good prognosis can relapse and have further attacks Of 
acute symptoms. The indication is, therefore, that whilst neuro- 
leptics may correct a malfunctioning system involved in the 
production of symptoms they do not correct the primary cause 
(unless we suppose the schizophrenic becomes reinfected!). 

One way of getting round the problem of relapse has been tO 
Place patients on maintenance doses of medication. This is not 
usually tried until the patient has had two or more acute episodes: 
This tactic is well researched and there is substantial evidence that ' 
offers some protection against relapse. Davis (1975) reviewe 
twenty-four double-blind trials which had compared maintenance 
neuroleptic medication against placebo on a total of over 3000 


patients. There was convincing evidence that relapse rate was 
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halved by medication but even so about 30 per cent of those on 
medication still relapsed. The next step is to see if there is anything 
that might reduce relapse even further. 

Hogarty and his colleages (Hogarty et al., 1973; 1974a; 1974b) 
conducted a large controlled trial looking at the effects of continu- 
ing medication and what they called major role therapy (MRT). 
MRT is a complex and rather general form of social work and 
psychological counselling given during the follow-up of patients 
from hospital. It was used on the grounds that it might have a 
relatively specific effect on patients” social adjustment just as 
pharmacological treatment produces alterations in symptoms. One 
of the aims of the study was in fact to see if MRT had an effect on 
symptomatology as well. A total of 374 schizophrenics discharged 
from hospital after an admission period of less than two years (so as 
to prevent the inclusion of more institutionalized subjects) were 
allocated to one of four groups in a2 x 2 factorial design so as to be 
able to look at drug vs. placebo and MRT vs. non-MRT. Measures 
relating to a number of domains were used and the areas covered 
included such things as symptoms, time spent out of hospital, 
interpersonal relationships, use of (and satisfaction with) spare time 
activities, and disruption to family life. Subjects were assessed on 
several occasions between one month and two years after discharge. 

One aspect of the data was very clear-cut. At the end of the two 
year follow-up period 80 per cent of the placebo group had relapsed 
as opposed to only 48 per cent in the drug group- Since Hogarty and 
his colleagues had regular contact with their subjects, and could 
Measure the level of symptoms, they were able to assess sympto- 
Matic relapse independently of readmission to hospital (an 
important point since exacerbation or recurrence of symptoms does 
Not necessarily lead to readmission). MRT had no real effect for the 
first six months of the study but by the end of the first year there was 
a small effect and the MRT lessened the probability of relapse 
irrespective of whether it was given in conjunction with placebo or 
grug treatment. However, considered over the whole two-year 


Period there was no significant effect for MRT on its own. Indeed at 
d to higher levels of relapse in 


the end of the study there was a tren 
sed to just placebo alone. On 


those given placebo and MRT as opposed te 
the other hand, those receiving both active drug treatment and 


MRT did rather better than those receiving drugs alone. There was 
also some evidence that for those in the drug treatment groups 
MRT did have a specific effect on social adjustment as judged by 
Tatings of social performance away from home and a global measure 
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of their overall functioning. In the absence of drugs (i.e. placebo 
conditions) MRT appeared actually to increase the level of 
psychopathology as measured by a number of rating scales. 

It is interesting that these results suggest that any effect of the 
psychosocial treatment is deferred until a year after the inception of 
the programme. One implication of this is that long-term active 
treatment may be necessary to prevent relapse and maintain 
adjustment in non-symptomatic domains. There is evidence from 
other research to be considered later that this may be an appro- 
priate therapeutic strategy. 

One problem in considering the Hogarty study is that there is very 
little information to indicate why MRT should be beneficial in one 
group and yet be ineffective or even harmful in another. MRT itself 
is a blunderbuss treatment with the general aim of improving the 
social performance and adjustment of schizophrenics. It is possible 
that the treatment could be refined if the critical social variables 
affecting relapse were known. Treatment could then be more 
specifically directed at the critical factors. Life events and a certain 
form of family interaction described as ‘expressed emotion’ both 
seem to be significant determinants of relapse. They will be 


examined separately although both are closely tied in with the work 
of George Brown and his associates. 


Life events and symptomatic relapse 


Although general social conditions have been thought to contribute 
to psychiatric morbidity for a long time the causal relationship 
between general social factors (indicated by such things as social 
class and demographic variables) and mental disorder has prove 
difficult to demonstrate conclusively (e.g. Goldstein and Caton, 
1983). However, there is evidence that discrete transient events ca? 
precipitate the onset of an initial episode or provoke a relapse- 
Evidence for this comes from two reports by Brown and Birley 
(Birley and Brown, 1970; Brown and Birley, 1968; Brown, Birley 
and Wing, 1972). r 
These reports were concerned with interviews of schizophren¢ 
patients and their relatives after admission to a psychiatric unit. 
Those patients used as subjects were selected because of their acute 
Onset of symptoms thus enabling a relatively precise onset date to be 
determined. The interviews were designed to collect data relating tO 
such things as changes in the subject’s relationships with others, loss 
or death of a close relative or friend, change of job or illness in the 
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family preceding the onset of the disorder. The general focus of 
enquiry was to determine whether the patient had experienced a 
change in any of his social roles. In many ways this investigation can 
be seen as a precursor to the Brown and Harris (1978) study 
described in Chapter 7, and some of the same methodological 
points were taken into account. For example, events were classified 
as independent if they could not possibly be due to the patient’s 
Psychiatric state (e.g. death of a brother) or as possibly independent 
if there was some possibility that the incipient onset of the disorder 
could have helped to precipitate the event (e.g. separation from 
Spouse). 

The temporal relationship of these events to onset was examined 
by looking at their distribution in blocks of three weeks for a total 
period of twelve weeks prior to the recorded onset of symptoms. 
This data was compared with similar data derived from non- 
Psychiatric controls matched for age with the experimental sample. 
From the initial analysis it was clear that the schizophrenics did 
experience an increase in the total number of life events (see page 
111) just prior to the onset of symptoms. In the three weeks just 
Prior to onset, 60 per cent of the schizophrenics had experienced 
One or more life event compared with only 19 per cent of controls. 
There was no difference between groups OVer the earlier three- 
week blocks. 

Brown and Birley concluded that schizophrenic symptoms could 
be precipitated by life events and that these life events were most 
likely to cluster around the period of just prior to the onset of 
symptoms. They were able to discount the possibility that the 
results were an artifact due to the insidious onset of the disorder 
because the same temporal relationship between onset and events 
Occurred when clearly independent events were compared with the 
Test. Subsequent work by Brown and Harris (1978) and discussed in 
Chapter 7 indicates some differences between the role of events in 
the Onset of schizophrenic symptoms and depression. Not only do 
life events appear to have a more ‘causal’ role in depression than 
they do in schizophrenia but there seem to be differences 1n the 
Kinds of event that are of significance. Unlike depressives, schizo- 
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would be expected to induce a depressive affect and have as a 
central feature the loss of something valued. Furthermore events 
appear to be able to influence depression over a much longer period 
(six months as opposed to three weeks). 

At present there is no good account as to why events should 
precipitate symptoms in schizophrenia. There is no theory of 
emotion in schizophrenia that would permit even a tentative guess 
as to how a schizophrenic processes emotional information or the 
nature of the cognitive mechanisms which mediate between the 
event and the apparent emotion. This stands in contrast to the 
cognitive models of depression (see Chapter 6) which seem able to 
accommodate at least some of the findings on life events and 
depression. In consequence there is little chance at present of 
devising an intervention to ameliorate the impact of life events On 
relapse. It is also extremely difficult to control the actual occurrence 
of the life events themselves. In contrast, certain findings relating tO 
the nature and quality of the schizophrenic’s interaction with his 


close relatives do offer hope that successful intervention can be 
devised. 


Expressed emotion and relapse 


In an early study of the consequences of discharging long-term 
psychiatric patients from hospital it was noted that the chance of the 
individual patient being readmitted was related to whether he 
returned to his family. Somewhat surprisingly those discharged tO 
the care of their families were more likely to be readmitted. It was 
then suspected that the emotional atmosphere of the home into 
which the patient returned was of significance. Brown et al. (1962) 
interviewed schizophrenics and members of their families just prio" 
to and shortly after discharge to the family home. The content ofthe 
interview was rated on scales of hostility, dominance and genera 
emotion. They found that those discharged to homes rated a$ 
having a high emotional involvement were more likely to relapse m 
the following year and so be readmitted to hospital. It could be that 
the more disturbed patients are both more likely to relapse 47 
induce greater involvement and concern in their relatives. THe 
indications are that this was not the case since controlling for the 
amount of behavioural disturbance in the patient at the time © 
discharge still left the basic finding intact. It thus seems that it is the 
family’s high emotional involvement that contributes to relapse- 
Subsequent research has developed the concept and measure 
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ment of emotional involvement and excluded a number of other 
factors that might be responsible for the association between the 
emotional atmosphere of the home and relapse in the afflicted 
family member. It has also demonstrated an interaction between 
drug treatment and certain family and social conditions. The initial 
findings of Brown et al. (1962) were replicated by Brown ef al. 
(1972) and were taken into account in the carrying out of a seminal 
study by Vaughn and Leff (1976a) which merits discussing in some 
detail. 

Vaughn and Leff identified potential schizophrenic subjects on 
admission to hospital. Shortly after admission the spouse OF both 
Parents were interviewed separately (depending upon with whom 
the patient lived). This interview was carefully structured to cover 
information about the various activities and events that go on in 
€very family. For example, the interview determined who did 
Particular domestic tasks. The emotional circumstances prevailing 
ìn the house were also investigated together with the frequency of 
quarrelling and the various interpersonal likes and dislikes of family 
members. As well as scoring the content of the interview it was 
Possible to get reliable ratings of the emotional quality of the 
informant by observing the apparent warmth and intensity of their 
replies. A standardized assessment of the patient’s mental state was 
made just after admission to hospital and again if they were 
Teadmitted after discharge or at nine months after discharge, 
Whichever was the sooner. This enabled relapse to be determined 
by the patient’s mental state and not just in ‘terms of hospital 
readmission. At the later interview the psychiatrist collected 
information about medication and the patient's compliance with 
taking medication. This data was cross-checked with hospital 
records wherever possible. 
ae data analysis was designed to loo 
ae The family interview protoco!s 

Casures of hostility, emotional overinvo i 
critical comments made about the patient, and a total ‘expressed 
emotion’ score. The composite ‘expressed emotion’ score (EE) was 
und to discriminate between those patients who relapsed and 
Xose who remained well. High EE relatives were those who made 
X Or more critical comments and/or showed marked emotional 
°verinvolvement. This latter component can include positive 
feelings of concern by the relatives for this affected relation and 

ight include expressions of concern about such things as the 
Patient’s physical health or nutritional state. There is some indi- 
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cation that this quality is mainly observed in the parents of 
schizophrenics but not in their spouses (Vaughn and Leff, 1976b). 

High EE in the family was clearly associated with an increased 
likelihood that the patient would relapse within the nine-month 
follow-up period (48 per cent relapsed). As opposed to this, low EE 
as defined by less than six critical comments and no marked 
emotional overinvolvement showed only a 6 per cent relapse rate. 
This does not necessarily mean a cause and effect relationship 
between level of EE and relapse. A plausible alternative hypothesis 
is that patients likely to relapse exhibit more disturbed behaviour 
and this results in relatives becoming, overconcerned or more 
critical and so increasing their level of EE. As with the earlier 
Brown et al. (1972) study, controlling for the level of disturbed 
behaviour by statistical means did not affect the relationship 
between EE and relapse. This lends weight to the notion that EE is 
at least one causal factor in determining relapse. 

The association between EE and relapse is by no means perfect. 
In fact about a half of those with high EE relatives do not relapse. It 
therefore follows that other factors need to be taken into account: 
An obvious possibility is the amount of time that the patient spends 
in contact with his relatives. It would be surprising if high EE 
relatives could have much effect without being in contact with the 
patient. In the interviews with relatives it was possible to obtain an 
estimate of the way in which time was spent at home. This revealed 
that the amount of time spent in face-to-face contact between 
relatives and patient was related to relapse but only in the high EE 
group, as might be expected if the hypothesis is correct. Within the 
high EE group the chance of relapse was reduced by more than 4 
factor of two if the patient spent less than thirty-five hours per week 
in face-to-face contact with his relatives. Another significant factor 
was medication. Again this was only the case for the high EE group 
but within this group taking medication offered protection from 
relapse. A patient from a high EE home who was both maintaine 
on medication and had a low level of contact with other family 
members had a relapse risk very similar to a patient from a low E} 
home. The effect of these factors can be seen in Figure 6, which 1$ 
taken: from the paper by Vaughn and Leff (1976a) and is based 07 
combining their data with those of Brown et al. (1972). 

Before examining the treatment implications of these findings» 
some further comment on the nature of the results is required- 
Family factors have been implicated in the aetiology of schizo- 
Phrenia for many years and a number of theories have propos 
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that there is an abnormal mode of communication which can be 
ana in the families of schizophrenics and which plays à causal role 
n the development of schizophrenia- Despite a considerable 
amount of work it has been difficult to translate the theoretical 
Variables into well-defined measures. Even where this has 
apparently been achieved the results are often inconclusive or 
contradictory (Leff, 1978; Neale and Oltmanns, 1980). In any case, 
i Sre distortions wh communication between schizophrenics and 
ee relatives have been identified there is the perennial problem of 
“tring causality. That having a disturbed member should 
Produce distortions in communication within the family is also a 

Ty plausible hypothesis. 3 
he results obtained by Brown, Leff and their colleagues are 
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remarkable for their consistency but it is made clear by them that 
the data offer evidence only as to the effect of family interactions on 
the probability of relapse. No claim is made that the data support a 
sociopsychological model of the aetiology of schizophrenia (nor, 
incidentally, do the data refute such a model). A remarkable 
feature of the results is that the relationship between EE and 
relapse is derived only from observations made in an interview 
between the relative and the researcher and not by direct observ- 
ations of relative-patient interactions. It is surprising that such an 
indirect measure, from which the crucial behaviour can only be 
inferred, should have such predictive power. From the point of view 
of developing possible interventions it would be important to know 
what high EE means in terms of the actual interactions between 
relative and patient. Because the relative is directly critical of the 
patient in an interview with a third party does not necessarily mean 


that this criticism is overtly expressed in interaction with the 
patient. 


The construct of expressed emotion 


There is evidence relating to the construct of expressed emotion tO 
the effect that high EE relatives do have a direct effect on the 
patient’s emotional state merely by their presence (Tarrier €t 4 
1979). These authors re-examined twenty-one of the subjects used 
by Vaughn and Leff (1976a) about two years after their discharge 
They took Psychophysiological measures under two conditions: 
One of these was a standardized laboratory test situation involving 
such things as measures of orientation to simple auditory stimuli 
(tones). This showed no difference between subjects with high 2” 
low EE relatives. All patients were also seen three times at hom? 
under constant conditions. On each occasion the experimenter 
connected the transducers and then spent fifteen minutes talking w 
the patient about his illness, experiences of hospital and psychiatry: 
At the end of this time the key relative entered the room and joine 
in the conversation. 

The results of the home recordings were very clear. The number 
of spontaneous fluctuations in skin conductance (a valid measure 9 
emotionally induced sweating) were examined. All patients show? ij 
More fluctuations in the presence of the experimenter than did age 
and sex-matched non-psychiatric controls. This was to be expect? 
On the basis of previous research on the psychophysiology $ 
schizophrenia (Lader, 1975). However, the introduction of the keY 


Beyond Therapy to Changing the Environment 249 


relative had a marked effect on the skin conductance activity of the 
low EE patients such that their rate of spontaneous fluctuations 
decreased in the following fifteen minutes. In contrast high EE 
relatives had no effect on spontaneous fluctuations. The inference is 
that low EE relatives offer a protective effect to their afflicted 
family member against the stress of the interview with the relatively 
unknown person. Since these effects appeared in only the first 
interview this corroborates the interpretation if it is assumed that 
the experimenter becomes known to the patients and so is less 
emotionally arousing on the second and third occasions. Further 
Supportive evidence comes from an elaboration of the design 
whereby Tarrier et al. recorded life events in the three weeks prior 
to each interview. It was found that the introduction of the relative 
into the interview session increased the rate of spontaneous 
fluctuations when there had been recorded life events in the 
Preceding three weeks as opposed to occasions when life events had 
been absent. Unfortunately there were too few subjects to analyse 
the effect of EE in relation to life events. 
T Sturgeon et al. (1981) were able to replic 
arrier et al. by using a similar experimen 
Sample of patients. In this study, however, patients were seen soon 
after their admission to hospital with an acute schizophrenic 
episode. As Sturgeon et al. note, their replication strengthens the 
hypothesis that it is the social interaction between the patient and 
is relative that determines relapse rather than any correlation 
between other features in the home environment and the depend- 
ent variable. In looking a little further Sturgeon ef al. could find no 
irect effect on fluctuations in skin conductance of specific critical 
comments. This means that there is no evidence so far that patients 
of high EE relatives are responding to particular critical comments 
With increased emotional arousal. It seems that the presence of the 
relative is enough to maintain high electrodermal activity. It is also 
Possible that this background activity in the presence of a high EE 
ative is in fact so high that an increased emotional response to any 
Particular comment just cannot register. (Tarrier and Barrow- 
clough (1984) have further shown in a single subject that sponta- 
neous fluctuations in skin conductance are raised in the presence of 
a high EE parent but not in the presence of a low EE parent.) 
In a second report based on the same experiment (Kuipers et al., 
Bee communication patterns between patient and relative were 
ysed for the period when they were both with an experimenter. 
hey found that high EE relatives spent more time talking and were 
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less tolerant of uncomfortable silences than low EE relatives. They 
suggest that this finding is consistent with the hypothesis that high 
EE relatives have a more socially intrusive style. They note that 
high EE relatives tended to express their own anxiety and to answer 
for the patient rather than waiting for him to reply to questions. In 
contrast to this low EE relatives were more likely to pause before 
replying. They were also more likely to consider and answer the 
patient’s responses or questions. 

Further support and extension of this work has come from North 
American studies. Vaughn et al. (1984) have replicated the crucial 
Vaughn and Leff (1976) findings on a sample of Californian schizo- 
phrenics, thus demonstrating that the EE construct is quite robust 
across cultures. Minklowitz et al. (1984) looked at schizophrenic 
patients (selected according to the same criteria employed in the 
UK studies of EE) in their family setting. The patient and his family 
were asked to discuss together a real problem concerning their 
family relationship. They were encouraged to express their feelings 
about the problem and to try to resolve it. Records of the 
conversations were scored along three categories. These were 
benign criticisms (defined as circumscribed judgements about the 
patient’s behaviour), harsh criticisms (involving personal, vilifying, 
character-assassinating or guilt-inducing statements), and neutral- 
intrusive comments. The latter were comments in which the parent 
claimed to have special knowledge about their offspring’s 
behaviour, attitudes or feelings. It was argued that whilst such 
comments are not overtly critical they could be experienced as 
intrusive and stressful by the patient. 

The results did show that, as expected, the high EE parents were 
generally more critical when the two types of criticism were 
summed. The high EE parents were subdivided on the basis of their 
initial interview scores into those who were predominantly critical 
and those who were more biased to overinvolvement. As might be 
predicted the high EE critical parents tended to make more critical 
statements during the discussion with their offspring. Conversely, 
the overinvolved parents used more neutral-intrusive statements: 
Miklowitz etal. also showed that the type of EE was not associated 
with the clinical Symptoms or premorbid adjustment of the patient. 
Thus the level and content of EE is unlikely to be determined by the 
specific features of the patient’s illness. Whether there is ê 
relationship with other patterns of family interaction or personality 
differences in the other members of the family is as yet unknown: 
This study also raises the question as to whether the two types of E 
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are independent and if they might be modifiable by different means. 

In summary there is evidence for the construct validity of the 
concept of expressed emotion but as yet this is fragmentary. The 
causal mechanism which acts between relatives’ EE as expressed in 
an interview with a researcher on the one hand, and patient’s 
relapse on the other, is unknown. It is not even absolutely certain 
that the relationship is causal. Brown, Leff and their colleagues 
have attempted to rule out some of the alternative hypotheses 
which might explain the relationship but their evidence comes from 
the statistical control of what is essentially correlational inform- 
ation. The case for a causal relationship would be considerably 
strengthened if it could be shown that an intervention specifically 
directed at reducing high EE in relatives acted to prevent relapse. 
The above discussion has shown that such an intervention is 
hazardous because the precise nature of the critical interactions 
between the parties is far from fully understood. The intervention 
therefore has to be based on common sense and intuition. If the 
intervention then produces no effect it can always be argued with 
some plausibility that the intervention had failed to get ata critical 
variable, Also it would still be possible that EE is not causally 
related to relapse or that a third and yet undetected variable 
accounts for the relationship. Fortunately the available research 
along these lines has so far managed to produce positive findings for 
the effects of interventions aimed at the family on relapse. 


Therapeutic reduction of EE 


Leff er al. (1982) randomly assigned twenty n 
either a ae of Saat interventions or to routine out- 
Patient care. All of the patients were kept on long-acting neuro- 
leptics. The first part of the social-family intervention aaa 
whilst the patients were still in hospital. The families were visited at 

Ome and given factual information on the aetiology, symptoms, 
Course and treatment of schizophrenia. Thereafter the intervention 

ecame more flexible and less standardized. Groupsiwsre set up 
Whereby the high EE relatives could meet with those of low EE 
families. The rationale for this was the assumption that low EE 
relatives had developed ways Of coping with the daily problems 
encountered in living with a schizophrenic person. It was thought 
that the low EE relatives had two tactics. They avoided distressing 
the patient and they provided him with emotional support. It was 

Oped that the low EE relatives would teach the high EE relatives 


-four high EE families to 
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the ‘tricks of the trade’. The researchers acted as facilitators and 
tried to keep discussion oriented towards practical details of how to 
deal with day-to-day incidents rather than acting as therapists who 
might interpret the relatives’ behaviour. 

The intervention in this study can thus be seen as one that is 
aimed at fostering self-help by trying to make explicit and public the 
knowledge of those who seem to know how to manage difficult 
problems successfully. This sort of intervention is very different 
from the therapeutic stance discussed in previous chapters where 
the therapist is usually acting on the basis of a well-formed theory 
which prescribes what action he and the patient should take. The 
design of this study can of course be criticized along the lines of poor 
specification and control of the independent variable (i.e. the 
intervention). The defence is that it is a reasonable course to take 
given the state of knowledge and which should have heuristic value 
if careful observations of naturally occurring variations are made. 

The third component of the intervention was the availability of 
Sessions in which the particular family, including the schizophrenic 
member, could meet with a psychiatrist and a psychologist. Every 
family was seen in this way on at least one occasion and thereafter 
by negotiation up to a maximum of twenty-five sessions. In these 
sessions the therapists were guided by two principles derived from 
their Previous research. These were to reduce the amount of social 
contact time in high-contact families and to try to alter the quality of 
the interaction between relatives and patient such that it was of â 
low EE type. The therapists were free to use any technique they felt 
might help to achieve these objectives and to derive these from any 
therapeutic model they wished. 

Despite the variation in the therapeutic regimen the results were 
clear-cut in terms of prevention of relapse. In the nine months after 
discharge half (six out of twelve) of the control group had relapsed 
as opposed to only one of the experimental group. As in ths 
previous research relapse was defined by recurrence of symptoms 
and not by hospital readmission. At the end of the nine months the 
family interview to assess EE was repeated as was the time budget 
measure of the amount of face-to-face contact. The compliance 
with medication was also assessed and found to be good in all but 
one member of each group. Analysis of the family interviews 
showed a reduction from a pretreatment mean of 15.8 to a fina 
mean of 6.8 in the experimental group. The posttreatment mean 1$ 
Just above the putative critical threshold. Five of the twelve 
relatives reduced their critical comments to below the threshold. 
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The effect of treatment on overinvolvement was less obvious but 
the results ran in the predicted direction. Contact time was reduced 
to below the thirty-five-hour threshold for six relatives (two 
belonging to one patient). Contact time also reduced in three of the 
control group. These findings suggest that the social-family inter- 
vention package used was a valid manipulation of the EE construct. 
They also support the notion that relapse is causally related to EE. 
This is also buttressed by the fact that the one relapse that did 
emerge in the experimental group happened in a patient with high 
contact with a parent who was both critical and overinvolved and 
Where the relationship was relatively unaffected by the inter- 
vention, 
fac npporting evidence for the importance of working with the 
Falica,, of schizophrenic patients comes from a second trial by 
etal re etal. (1982). This had considerable similarities with the Leff 
em l (1982) investigation with the exception that the intervention 
base pred was much more rigidly defined and controlled. In this 
iffic ies were given instructions in ‘problem-solving family 
Was E ties. A behavioural programme with a social skills format 
each sed to teach family members to improve their interactions with 
M aE - They were also shown how to define and solve family 
oats including those which focused on the schizophrenic family 
com a These included such things as managing meres 
out ara and intrusive symptoms. All the sessions were oe 
ization. e family home to help circumvent problems in gene 
acne sol group was given clinic-based, individual Seen 
eies apy in an attempt to provide care that was equ E 
achieved vailable routine community treatment. That me goa r 
ess time; os indicated by the control group spending 50 per : 
$ me in hospital over the nine months of the study than they ha 


1n the egu; i E 
this t quivalent period prior to the inception of the study. Despite 


with e control group was still inferior to the experimental group 
k hospital during the 
Period 


egard to clinical stat i i 

us and time spent in 
; Of the study, This result confirms that of Leff et al. (1982). 
© notable consequence of family intervention was to increase 


co 
Plia i ss : 
have gave vith pharmacological treatment and this itself might 


Vaug “tapeutic benefits. However, it should also be recalled that 
‘otal c n and Leff (1976a) showed that relapse still occurs even when 
©mpliance is obtained. 
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Summary 


This chapter has used the example of schizophrenia to illustrate the 
argument that changing the environment can be an important way 
of ameliorating the impact that a mental disorder can have on a 
person’s life. There is no doubt that avoiding admission to hospital 
is something that is desired by both prospective patients and their 
families (Shepherd, 1984). It has only been possible to look at the 
issue in relation to a small group of patients but the reader might 
like to note the burgeoning literature on the importance of ‘partial 
hospitalization’ including day hospitals, sheltered work places and 
special hostel units in helping to prevent relapse of severe psy- 
chiatric disorders (for reviews of this work see Shepherd, 1984; 
Watts and Bennett, 1984). These facilities can each provide an 
environment with the support needed to sustain patients at their 
best level of functioning and autonomy and without the over- 
whelming blanket support of psychiatric hospital admission. 

The literature on relapse in schizophrenia also illustrates other 
points. Firstly, it is reasonably clear now that more than one 
approach to the management of the disorder is required if those 
afflicted are to achieve the best possible outcome. Neither the 
pharmacological nor the social-family interventions are entirely 
adequate on their own. There is prima facie evidence of a beneficial 
interaction between these two kinds of treatment in the manag 
ment of schizophrenia. The second point is that despite the good 
evidence of the efficacy of these approaches to management there !S 
still uncertainty as to how or why they work. This state of affairs is 
not uncommon in the treatment of psychological disorders and the 


problems inherent in determining how treatments work have bee” 
discussed in Chapter 11. 


à 


14 Headache: 
Psychological 
Approaches to a 
‘Medical’ Problem 


The relationship between psychological processes and physical 
disorders has always been subject to debate within psychology and 
medicine, Intuitively it seems that psychological and physical states 
interact in a reciprocal manner. However, turning these intuitions 
ee clear accounts of causal mechanisms has always been an 
&xercise fraught with difficulty. i 
do S area of investigation, psychosomatic meds. ne 
r mecated until about fifteen years ago by attempts to identify | 
ao ship_between specific psychological states and physica 
seyeleay. The main impetus came from the psychoanalytic sche 
Particularly from workers in North America. It was propose 
Pro: the basis of clinical experience that distinct petnclee ee 
Canna Were associated with particular types of pergnai 
eed put, it was considered that the physical ahaa Meee 
Patio “station of psychological processes. One examp He Po 
Pers n which was interpreted as a symbolic withholding Pi 
anythi S acts. The individual believes that he cannot a t 
‘what 1° from anybody and so decides not to give oe) sae 
Simi] I have I hold’ (Alexander, 1950; see Graham, i Dae 
an mary it was suggested that Parkinson’s disease se om 
has R ility to express anger. The patient with Parkinson s ; e T 
cann tremor because he is, in effect, shaking with the rage 
Ot express, T 
n ae Were a number of attempts to put conjectures ee 
1972) = €mpirical level. These were partially successful (Graha Bs 
Firstly “t a number of problems limited the impact of this rea ; 
ee there was considerably less specificity 1n the relationships 
” Psychological types and specific illnesses than had been 


M 
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supposed. Then there was the perennial logical problem of trying to 
infer causality from experiments on selected clinical groups. It is 
always possible to argue that any differences between the groups in 
their response to independent variables is a result of the factors 
differentiating between the group rather than a cause of them. A 
third problem is that the direct measurement of the physical 
processes and responses involved had proved a technical problem 
although this has now been at least partially resolved with the 
advent of more sophisticated psychophysiological techniques- 
Finally, the putative causal variables, unconscious conflicts, are 
difficult to define and manipulate experimentally. Another possible 
reason for the failure of this kind of research to thrive was that its 
treatment implications were very limited. The discovery of a causal 
connection between some psychological state and a physical 
disorder would not readily lead to a viable form of treatment for this 
disorder nor would it necessarily suggest a preventive programme. 

A revival of interest in psychosomatic research was generated by 
the advent of biofeedback. Work on biofeedback itself arose out of 
two concerns. One of these was an interest in altered states of 
consciousness in humans. The second concern lay in the fact that it 
had been held that autonomic nervous system responses were only 
influenced by classical conditioning and not by operant procedures 
(N. E. Miller, 1969). A result of this work was the attempt to treat 
certain physical disorders by attacking the focal symptom by 
conditioning procedures. 

The procedure is essentially very simple. Activity relating tO ina 
target physical symptom is recorded and a prescribed component 0 
this signal is fed back to the person (as a display on a TV screen for 
example). He is then asked to increase or decrease the amount 0 
activity in the target response by using information about how 
successful he has been obtained from observing changes in the 
display. For example, a patient with hypertension (blood pressUt? 
chronically raised above clinically desirable levels) can observe 
changes in his blood pressure on the display within a fraction © s 
second of their occurrence. Any changes induced in blood pressure 
are easily observable and can be highlighted by the experimenter 
arranging that responses above a set criterion are reinforced 0 
given extra emphasis in the display. From the point of view ) 
understanding the disorder this treatment is entirely atheoretic@ 
and no assumptions need to be made about possible psychologic 
precursors or about psychological events which maintain t 
Physical problem. Despite this the arrival of biofeedback 5S 
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Stimulated renewed interest in traditional ‘psychosomatic’ dis- 
orders and raised a number of interesting problems in the area as 
well as increasing the understanding of some disorders. 

In looking at this general area it has been decided to focus on 
headache because it represents a problem where there is an 
apparently clear medical/physiological account of the relationship 
between bodily events and pain. It has been well researched and 
besides making contributions to the treatment of head pain 
Psychological approaches have in part initiated a further refinement 
in understanding of the phenomena. The reader with a particular 
interest in biofeedback should note that headache is not the best 
example of the inventiveness of work on biofeedback (Yates, 1980). 


Headache 


Headache is an extremely common complaint. If randomly selected 
us of the general population are asked if they have had a 
adache in the last six months about 77 per cent will respond 
eee: Slightly more women (80 per cent) than men Us oe 
‘act ay that they experience headaches. Of greater interest i; a 
ee 21 per cent of the population claim to have a eae 
Cada re Once a week and 28 per cent say they have ae ne 
Severit, es ifor More than twenty years. When asked to ra ei 
severe, Of their headaches 15 per cent categorize them e aG 
Extr Or extremely severe where these two categories are the 3 

ae On a seven-point rating scale of severity (Philips, 197 ). 3 
that ne headaches are benign despite the discomfort and dismip son 
ese €Y cause. A small proportion of headaches are aotea i 
Tain as be symptoms of serious neurological See ce ve 
Sympton ea or cerebral haemorrhage. Headache can a ee 
Yperter Of other metabolic and vascular diseases uchet e n 
en Aen OTi? Clearly these potential causes need to a ae of 
Medical go igating the more common forms of headac ae 
Cadach, Screening is therefore necessary. When aan ee tee 
Main ee are eliminated, received medical wisdom de nee T 
Varied ș ©80ries of benign headache. These are miene Wi ae 
Once, forms, and tension headache. The present AA ni 
not Tnn with the more common forms of benign tied a a 
Addition : €adache as a symptom of some other physical meh a 
Sadach € rarer and more exotic forms of migraine such as c pe 
© and basilar artery migraine will be ignored. Lance (1982) 
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Table 8 Essential components of the definition of migraine and es, 
headaches as stated by the Ad Hoc Committee (Friedman et al., 


1962). 
Migraine Tension 

Phenomenology pr e 

Widely varied in intensity, dura- Widely varied in intensity, aa 

tion and frequency; commonly tion and frequency; pale. 

unilateral onset; some preceded sub-occipital; aching sens: pee 

Or associated with sensory, of tightness, pressure OF He 

motor or mood disturbances; striction; may be long-lasting, 


associated with anorexia, 


hours + 
nausea/vomiting 


Putative physiological basis ined 
Cranial arterial dilation and dis- Associated with the susta iha 
tension are implicated in the contraction of muscles in 


painful phase; there is no absence of structural change 
permanent structural change to 
the vessels 


Trigger factors ae ralS 
Related to environmental, men- Usually as part of the individual 


Strual, occupational or other reaction to life stress 
variables 


Personality types and headache types ious 
Ambitious, perfectionist, order- Worrisome, depressed, aeie 
ly-compulsive, rigid, inflexible, and chronically tense, hos ily 
unable to express aggressive dependent and psycho-sexua 


feelings conflicted 


provides a discussion of these. 


Contemporary definitions and classification of headache oe 
based on a mixture of uncontrolled clinical observations and gia 
experimentation. The distillation of this knowledge can be seen m 
the most influential classification proposed by the AmE 
Neurological Association’s Ad Hoc Committee (Friedman ¢t 4 a 
1962). The main basis of their definitions of migraine and ten 
headache can be seen in Table 8. It will be evident that these pee 
of headache should be distinguishable on the basis of phenome: 
logical report and there are apparently different physioe i, 
mechanisms which underlie the production of pain. There are tee 
alleged to be Psychological precipitants of the headache attac 
Other early observations led to the proposal that migraineurs an 
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tension headache sufferers had different personality features which 
Were responsible for their headache (Friedman et al. , 1953; Wolff, 
1937). These are also indicated in Table 8 and arise out of the kinds 


of psychodynamic thinking about psychosomatic disorders des- 
cribed above. 


Treatment of migraine 


In migraine headache the proposed sequence of physical changes 
leading to pain is set out in Figure 7. The crucial changes are 
Supposed to be in the internal and external cranial artery supply. In 
Classical migraine the attack is thought to begin with a phase of 
arterial constriction. This reduces the blood supply to the cortex 
thus Producing the neurological prodromal symptoms (visual 
disturbances, such as scotomas or loss of vision in parts of the visual 
field, and even more alarming symptoms such as aphasia and 
Paraesthesiae in some individuals). For unknown reasons this 
Period of constriction is followed by excessive ‘rebound’ dilation. 
& uring this phase the arterial walls are assumed to be hypotonic and 
Ubject to greater than usual distension during each cardiac cycle. 
an arises as a consequence of excessive distension produced by 

ee Pulsatile blood flow. It is proposed that only the external 
“les are pain-sensitive and although the internal ones are 
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Figure z 

Scalp S f diagrammatic representation of the sequence of chang urrin 

attack, and the internal and external cephalic vasculature during a LOENG 

+s fee Systems are shown occupying one of three states: 0 = normal; 
ased activity/dilation; — = decreased activity/constriction. 


es occurring in 
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equally dilated no pain from them is experienced. Changes in the 
scalp muscles are thought to be a secondary consequence of the pain 
produced by arterial dilations. As such they might be viewed as part 
of the emotional expression of pain in which the victim screws up his 
face, hunches his shoulders and so on. A series of biochemical 
changes is also said to occur but these have not played any part in 
developing psychological approaches. The interested reader is 
referred to Lance (1982). 

On the basis of this account it is relatively easy to develop a 
treatment. Pain relief could be achieved by constricting the artery 
artificially during the period of rebound dilation. The primary 
pharmacological treatment is based on this principle. Ergotamine 
and its derivatives are potent vasoconstrictors and have some 
Success in reducing headache pain. Unfortunately these drugs have 
other effects and can, if used extensively, induce headaches 
themselves or cause serious side effects. The worst of these is a form 
of gangrene. An alternative possibility is to use biofeedback to 
teach the person to control his vasodilation voluntarily. A number 
of experiments have shown that this is a strategy that has had some 
modest success (Friar and Beatty, 1976; Gauthier et al., 1983). 

There is one puzzling feature of the results with biofeedback, 
which is that the premise on which the treatment is based predicts 
that training people to control their own vasodilation should enable 
them to either abort the attacks when they detect them coming on OF 
to reduce the pain experienced during the attacks. What is not 
predicted is that the actual frequency of attacks should be reduced. 
There is no a priori reason to suspect that biofeedback will affect the 
factors that precipitate an attack. However, throughout the litera- 
ture it is clear that patients do report that the frequency ° 
headaches does decrease following biofeedback training. There at? 
a number of possible explanations of this finding. Firstly, it could ye 
that the procedure is a very powerful placebo which works ima 
generalized, as yet unknown way. Secondly, it might be that the 
frequency of the attacks does not really decrease but that patients 
fail to report the minor attacks that they now manage to abort vi 
their new-found skills. Finally it could be that the training 
Procedure does have a genuine prophylactic effect through 3” 


A j B 
unknown mechanism. The last of these alternatives will now b 
examined. 


In relation to 
is based on anot: 
is the proposi 


prophylaxis there is a biofeedback procedure which 
her theory of the aetiology of migraine attacks. Thi 
tion that migraineurs suffer from a generalize 
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vascular instability caused by excessive autonomic nervous system 
activity (Appenzeller et al., 1963; Morley, 1977). In addition it is 
held that certain events may act so as to provoke this instability into 
the sequence of constriction and dilation. In accord with this theory 
there are pharmacological agents which aim to induce stability and 
these should also act prophylactically. These drugs have been partly 
Successful but it is by no means guaranteed that they will succeed in 
every case and it is impossible to predict who will respond. One 
noted medical authority (Lance, 1982) has commented, ‘The 
ex raordinary variety of drugs which have been employed in 
ere testify to the fact that none is so remarkably effective that 
e frantic polypharmacy can be abandoned. ... Why some 
Patients respond to one particular agent and not to another remains 
a mystery,’ 
t eacemal biofeedback is an attempt to teach patients to control 
is Mente sympathetic activity. The blood supply to the fingers 
(SN Sr the exclusive control of the sympathetic nervous system 
5) and it is argued that the SNS can be trained in a general way 
aPioyiding the patient with information about the tempero of 
Tae (temperature being a function of blood supply). i a 
tem cally patients should be taught to increase their perip a 
Babero rei because this is a sign of reduced SNS activity. ne 
Te a trials of thermal biofeedback show that it can see e 
onuehey of headache attacks (Blanchard et al, 1978). Un- 
em nately experiments which teach subjects to verse the 
Petiek (i.e. increase SNS activity) produce the same t oe 
at i effect (Kewman and Roberts, 1980). Moreover those stu ae 
treatmens relaxation as an active but enpara E no ea 
erapeuticalty a ‘it is just as effective as p 
su y effective treatments. ; A 
treatm mary, there is a series of biofeedback/psyc gi ; 
better a ts which work more or less equally effectively and Too 
(Blanchard a placebo of either a medical or a psychologica i nf 
i Td et al., 1982). Each of the treatments IS base 


soe i i ion on 
tre t models of migraine headache. This concentration 


atm, : 
Suffe ent and its effectiveness may have had some pay off for 
ve f research have been 


S but it has meant that two areas 0 J it 
Y neglected. In the first place treatment trials have typically 
the cog! data of a sort that would allow researchers to examine 
“Xam X tiying assumptions’on which the treatments are based Foy 
“ephalic research into the biofeedback-mediated control o 


Vascular activity should collect information about changes 
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in vascular responses in locations which are not the focus of 
training, e.g. from the contralateral side of the head. Such data 
would help to distinguish between the alternative models of the 
causation of headache. 

A second neglected area is the investigation of basic psycho- 
physiological activity in migraine patients outside the treatment 
context. One possibility is that migraine is not a homogeneous 
disorder but that there are different causal mechanisms in 
operation. In this case it would be necessary to explore the variation 
across individuals in an attempt to isolate subgroups and the 
correlates of such variation. There is some evidence (to be discussed 
later in this chapter) that migraine may not be such a distinct 
category as is presupposed by the usual medical classification of 
headache. 


Tension headache and its treatment 


The causal chain thought to be responsible for the production of 
pain in tension headache is set out in Figure 8. The relationship 
between increased muscle activity and pain was thought to be clear 
and in this case there was said to be no link between pain and 
vascular changes. Some early experiments (Wolff, 1962) did report 
that there was reduced blood flow during the painful phase but this 
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A diagrammatic representation of changes occurring in scalp EMG and the 
internal and external cephalic vasculature during a tension headache attack. KeY 
as for Figure 7. 
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was interpreted as being a secondary consequence of muscle 
contraction. The chronically contracted muscle is presumed to 
Squeeze the embedded artery and thus produce ischaemia. The 
More recent psychophysiological investigations have not looked at 
vascular changes in any depth and so their significance remains 
obscure. 

This account of tension headache predicts that if patients can be 
taught to reduce the excessive muscular activity there should be a 
Corresponding reduction in the frequency and intensity of pain. 
Budzynski et al. (1973) showed that biofeedback treatment directed 
at this goal did have beneficial effects and subsequent studies have 
almost always confirmed this (e.g. Blanchard et al., 1980; Blanchard 
and Andrasik, 1982). However, biofeedback is in general no more 
effective than the simpler, less time-consuming procedure of 
‘raining in muscle relaxation without biofeedback. The use of 
relaxation training is of course also consistent with the muscle 
tension account of tension headache. 

__ Analternative test of the muscle tension hypothesis can be made 
if an experimental group is taught to increase muscle tension or just 
‘tained to maintain muscular activity at the level of the pre- 
qj atment baseline. If the hypothesis is correct, these procedures 
eu result in either an increase or no change in the amount of 
Pain experienced. Studies that have included these experimental 
caniPulations show that they are just as effective in reducing 
(aPlaints of pain as treatment directed at reducing muscle activity 
ee and Andrasik, 1982; Philips and Hunter, 19810). ae 
an pel question is why this should be so, and Holroyd has prop aa 

eeoually psychological account of treatment effectiveness 

ich there is some evidences i it 
trea ow and Penzien (1983) propose that what iS a 
TBE of headache is not the direct training O° po ee 

nses but the psychological changes that occur 1n iofe 


and it; ; 
nd it is Not difficult to extend his ideas to relaxation treatments). 


© suggests th a sa credible treatment. If 
the at people see biofeedback a nd successful in 


then perceive themselves as being effective and suc’ 
Wo amning experience that goes oat ea this will lead to 
Changes, Firstly, they will begin to view their headaches as 
their an internal locus of control. They will come e ae 
Tather “adaches are influenced by their own psychologi ant 
they h than being imposed upon them by contingencies p i 
eliey ave no control. The second change is that they will come to 
© in their own self-efficacy in controlling headache. Holroyd 
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also suggests that biofeedback teaches people to focus on the 
somatic sensations associated with the onset of headache, thus 
leading to them being able to identify the headache at an earlier 
stage in the attack. They can then begin to initiate active coping 
strategies at this point rather than wait for the full impact of the 
pain. 

Another consequence of earlier identification is that the person 
will begin to gain more precise information about the possible 
physical and psychological precursors of an attack. He can then 
develop strategies to deal with these precipitants. Thus Holroyd 
clearly proposes that the physiological changes involved in 
remediating headache are a consequence of psychological changes 
involving what the person believes about his headaches and his 
ability to control them rather than the direct control of the 
physiological causes themselves. 

A crucial test of this hypothesis is the direct manipulation of the 
subject’s belief about his success in controlling his responses via 
biofeedback. Holroyd and Penzien (1983) reported an experiment 
which made just such a test of the hypothesis. A group of tension 
headache sufferers were informed that they would be treated by 
biofeedback by which they would learn to reduce muscle tension in 
the scalp. The rationale offered for the treatment was the tradi- 
tional model of tension headache. Half the subjects received 
feedback for decreases in muscle activity and the rest for increases 
in activity. Within each of these groups one half were led to believe 
that they were highly successful in controlling the target response, 
whereas the other half had the feedback adjusted to indicate that 
they had only been moderately successful. Holroyd also took 
measures of the subject’s belief in their own success, pre and post 
measures of their belief as to the locus of control of their headaches, 
and ratings of their perceived self-efficacy. 

The results of this experiment were quite unambiguous. The 
feedback did lead to subjects either increasing or decreasing their 
muscle tension within sessions in the appropriate direction but there 
was no effect of this manipulation on reports of headache. This of 
course runs contrary to the physiological model of treatment © 
tension headache. On the other hand, manipulating how successfu 
the subjects thought they were in controlling their response i 
influence reports of headache in the predicted direction. Those 
patients who believed that they were successful showed significantly 
more improvement and there were significant correlations betwee” 
the measures of internal control, self-efficacy and outcome. 


nd 
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Holroyd’s model was proposed in the context of tension head- 
ache but it would not be difficult to extend it to migraine. As yet 
there has been no direct test of it with migraineurs. The model does 
bear a striking resemblance to the credibility-expectancy model of 
general psychotherapeutic change discussed in Chapter 11 and is 
susceptible to the same methodological problems in investigating it. 
There are also two issues related to the ideas proposed by Holroyd 
which have been the subject of some research on headache. Firstly, 
there are doubts about the adequacy of the physiological model, 
and secondly, the relation between stress and headache is assumed 
to be in line with the ‘Ad Hoc’ definition given at the beginning of 
the chapter. 


Physiological studies of headache 


As far as tension headache is concerned there are a number of 
embarrassing findings for a thoroughgoing physiological model. 
These have been discussed in some detail by Philips (1978; 1980). 
An immediate problem is that there is no consistent evidence that 
PESE activity is raised during a headache attack. This is so eina 
When headache sufferers are compared with non-headache contro s 
Or With their own state when not suffering a headache. There 1s also 
NO consistent evidence that tension headache sufferers have 
8enerally elevated levels of muscle tension when not 1n paar 
iment be implied by the Ad Hoc Committee's definition. It is also 
es that when experimenters have included pirates r 3 
parison group there have been some indications that the latte 


com 
f muscle activ er e T 1 greater han, 
ity eith qual to, or eve! grea t 


ave |, 
1985) daches (Andrasik ef al., 


SDS i j i ion hea 
1982), erved in subjects with tension 


T All of these investigations are essentially cone eae 
EY do not attempt to manipulate the crucial variable ot ip 
tiene activity. Inferences are made on the basis of correlations i 
Sao between-group differences. There also do not apnea 
i ery observations of longitudinal changes in a 
aaa Measures and the complaint of pain. Most a oe a 
beer! and subjects are observed for relatively brief pi 


There is 
ea i i ich headache subjects who 


in pain rai i ivi 
Ot in pain raised their scalp muscle activ 


ves using biofeedback (Pearce and Morley, 1981). Both 
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migraine and tension headache sufferers were used as subjects. The 
results showed that despite raising muscle tension considerably 
above initial levels, or any level reported in the literature, no 
significant report of pain could be induced. Such pain as was 
produced was regarded by the subjects as being trivial and very 
unlike that experienced in a headache attack. Moreover there were 
no differences between the two headache groups. 

With regard to migraine there is good evidence that the sequence 
of changes to the internal cranial blood supply does follow that 
proposed by the physiological theory (Marshall, 1978) and that such 
changes do not occur in tension headache sufferers. It has also been 
shown that reducing dilation of the external cranial arteries by 
pharmacological means is accompanied by a corresponding re- 
duction in the experience of pain (Graham and Wolff, 1938). This of 
course is not equivalent to showing that the arteries of migraineurs 
are excessively dilated during an attack. It might be that they are 
merely more sensitive to pulsatile dilation during a pain episode. 

Here there is a problem in measuring the activity of the cranial 
arteries. Most measures are based on non-invasive procedures in 
which transducers are attached directly over the artery on the 
surface of the skin. This procedure can only give a relative measure 
and, strictly speaking, it is only possible to interpret changes 
occurring within an individual on a single occasion of measurement. 
This is because slightly different placements of the transducer will 
produce different readings and absolutely identical placements 
cannot be guaranteed either between subjects or between indi- 
viduals at different times. Furthermore other factors, like skin 
pigmentation, can affect the size of the obtained response. 

In so far as can be judged, there is good reason to believe that 
during pain attacks the external cranial vasculature is dilated. There 
is also some evidence that migraineurs display unusual variability in 
the artery at the site where pain onset is most frequent and this is not 
seen with tension headache (Morley, 1985; Morley and Hunter, 
1983). These observations suggest that there is something distinctly 
different about the state of migraineurs’ vasculature even when they 
are not in pain. 

Research has also attempted to test the hypothesis that migrain- 
eurs have unstable vascular responses usually by examining 
peripheral vascular responses to innocuous stimulation. As with 
many other data in this field, the results are equivocal and it is very 
difficult to make direct comparisons across laboratories. These tend 
to use different procedures for selecting subjects as well as different 
experimental techniques and measures. There are also problems in 
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controlling for the effects of medication and other conditions that 
might determine whether differences are detected (Morley, 1977). 
Nevertheless there is a persistent suggestion in the results that 
subjects with migraine do show more variable peripheral vascular 
responses to a variety of stimulus conditions. 

In summary, the data from direct muscular recordings do not 
Support the usual physiological model of tension headaches. 
Moreover the supposed distinction between tension headache and 
Migraine on the basis of muscle activity is difficult to substantiate. 
As far as migraine is concerned there is some evidence that the 
alleged vascular changes during a headache do occur. Evidence for 
Other differences between migraineurs and controls or subjects with 
tension headaches is also difficult to come by. On these grounds it is 
necessary to treat the usual physiological account of headache with 
some caution. 


‘Stress’ and headache 


Many of the psychophysiological experiments described have 
attempted to examine possible differences between headache 
8roups in the laboratory using fairly standard psychophysiological 
techniques and stimuli. The investigations are based on the 
assumption that between-group differences can be observed at rest 
Or that differences can be made to occur under appropriate 
Stimulation. In the latter case it is thought that differences can be 
Produced by any set of stressful conditions and even sometimes by 
non-stressful stimuli. To achieve experimental control stimuli are 
Standardized across all subjects and usually tend to be rather 
innocuous (slides, lights, tones, and so on). These stimuli are also 
'Screte and relatively transient. They have little face validity when 
pompared with peoples’ reports of what they themselves presume to 
ttle triggers of their headache attacks. What people describe are 
ings like having an argument, being overtired and having a 
Consistent pressure of work. Such things are difficult to reproduce in 
ie laboratory and it is also difficult to know whether the events that 
rers report are really of significance let alone causal. : 
Us very difficult to identify triggers. The usual clinical method is 
9 ask patients whether their headaches are preceded by any event. 
Ere are a number of checklists that can be used to prod the 
Patients memory. Unfortunately this method has to rely on an 
b Perfect and possibly selective memory and it is possible that 
“ople may also respond to the demand characteristics of the 


Si 2 g y 3 
tuation. They may then check items that are consistent with their 
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beliefs about what might be the kinds of stressor that would produce 
headaches. The use of prospective diaries to overcome some of the 
problems associated with memory bias can give a better indication 
of possible triggers. Despite this, people may still selectively attend 
to what they feel might be the causes of their headaches rather than 
the actual precipitants of pain (Nisbett and Ross, 1980). Never- 
theless this method could be used to obtain preliminary information 
about possible triggers and their predictive validity could then be 
checked by experimentally exposing subjects to them. This strategy 
has been tried on a number of occasions but there are still problems 
that make interpretation difficult. Most of the studies record 
headache as a verbal complaint of pain and direct measurement of 
any relevant physiological response has not been made. In addition 
it is impossible to present the stressful stimulus in a blind 
manner and there is therefore the possibility of interpreting the 
results of the experiment as being the consequences of demand 
characteristics. 

A number of studies have attempted to provide a weak test of the 
hypothesis that stressful events induce headache by using mental 
imagery as a stessor. This has the advantage that the image can be 
tailored to the idiosyncratic requirements of the subject. Images are 
selected from subjects’ self-reports of stressful events or reliable 
precipitants of headache. These can be compared with either non- 
stressful images or with a generalized stressful image such as 4 
gruesome car accident. Use of the latter scene can test whether 
headache sufferers are susceptible to particular stressors as opposed 
to generally unpleasant events (the fact that such a wide variety of 
stressors are claimed to invoke headache tends to suggest this latter 
hypothesis). If the stress-response hypothesis is correct, it would be 
expected that tension headache sufferers would show abnormal 
responses in the muscles of the scalp, compared with controls, and 
that migraineurs would show unusual activity in the external cranial 
vasculature, 

There is some evidence that this approach could be successful- 
For example, Philips and Hunter (1982) found that headache cases 
showed greater reactivity of their scalp muscles in response to 
stressful images than did controls. This excessive response 
appeared to be more persistent in tension headache sufferers than 
in migraineurs. In contrast to this, no between-groups differences 
could be found in response to a standard stimulus of a loud noise. It 
has proved more difficult to find any selective effect of stress on thé 
temporal artery (the one particularly implicated in pain production) 
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in migraineurs (Andrasik et al., 1982; Feuerstein et al., 1982; 
Morley, 1985; Thompson and Adams, 1984). However, a failure to 
confirm the hypothesis under test is never very conclusive since it 
can always be argued that the experiments are not a sensitive 
€nough test of the hypothesis. Possibly the stressors identified by 
the subjects were not particularly potent for the reasons discussed 
above. 

Most of the stressful events studied in the psychophysiology 
laboratory are discrete events of a transient nature lasting from a 
few seconds to several minutes. They are also presented as passive 
Stimuli to which the subject merely attends and they rarely occur 
More than once or twice. In terms of content validity these stressors 
are a very poor imitation of the type of event often reported by 
headache sufferers. These events are often repetitive or continuous 
Stresses, such as working for a very demanding boss, and are not 
received passively but engage the subject in some active coping 
behaviour. In the case of the demanding boss this might consist of 
trying to produce all the work by a given deadline. In addition, 
many sufferers report that their headaches seem to appear when 
foey have the opportunity to relax, say, at the weekend or on 

Oliday. So far there have been no experimental analogues of this 
kind of situation, 


A further problem arises when it is realized that not all headaches 


Bee. precipi ical situations. Subjective 
pitated by stressful psychological situa 
aN 5 Ae z headache are often not 


entirely of a correlation between stress and eae 
Sionin) Convincing and it must also be remembered that 
8nificant proportion of sufferers can detect no relationship 
ES their headaches and psychological factors Caer. 
rea: 1973), This of course is not to deny t i se i 
Cat 'Onship does exist for many sufferers, but it certainly co p! 
es the issue when it comes to investigating this relationship. 
A Conclusion it must be admitted that the stress-reactivity 
oe with regard to the triggering of headaches does ie 
E erable intuitive appeal. Providing a convince ee ae 
is See aton of this alleged causal mechanism 1n action, however, 
Y difficult. 
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diagnostic categories. Migraine should be differentiated from 
tension headache in that it should be located unilaterally, frontally 
and ocularly as opposed to having a bilateral, occipital location. 
Also the quality of the pain is allegedly different with migraineurs 
experiencing a throbbing, pulsating or thumping sensation round 
the head. These phenomenological features, plus the possible 
presence of associated symptoms like nausea/vomiting and sensory 
or motor disturbances, are potentially important since they form 
the basis for diagnostic classification and subsequent treatment 
decisions. 

With the exception of standard clinical neurological tests carried 
out to eliminate the possibility of any sinister pathology, there are 
no direct tests of the supposed physiological components that are 
normally carried out in the investigation and diagnosis of benign 
headache. It therefore becomes of considerable interest to know 
whether the phenomenological accounts given by patients actually 
correspond to diagnostic categories in the way proposed by the Ad 
Hoc Committee. 

Two strategies have been used to answer this question. The first 
has been to administer a standard questionnaire about headache 
symptoms to a pool of subjects. The data obtained is then subjected 
to some form of multivariate analysis to see if this reveals separate 
factors or components that correspond to the standard diagnostl¢ 
categories. Thus it should be possible to derive a migraine factor 
heavily loaded with such features as unilateral onset, nausea/ 
vomiting and sensory prodromata. Despite considerable variation 
in the subject samples and questionnaires used, the results of 
studies based on this strategy have given a reasonable consensus 
(Diehr et al. , 1982; Peck and Attfield, 1981; Zeigler et al., 1972). It 
has not proved possible to obtain factors corresponding to the main 
diagnostic categories. Instead single factors tend to emerge which 
represent a relatively small proportion of the total variances an 
which correspond to a symptomatic category. Thus Zeigler €t al. 
(1972) found a factor which contained the items of nausea before 
and during pain and ‘spots before the eyes’ but not a unilateral 
distribution or other neurological signs. These were present in two 
other factors and the number of people who overlapped with high 
scores on all three factors was rather small. 

Waters and O’Connor (1971) looked at the distribution of the 
common symptoms and their overlap in a large (N = 945), 
randomly selected population of women. They found that all 
combinations of symptoms could occur and there was no evidenc? 
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of clustering into distinct groups. On the other hand, when they 
examined the way in which the symptoms of headache were 
diagnosed by a neurologist there was a definite tendency for 
subjects with the traditional symptoms of migraine to be diagnosed 
as migrainous. But even this was not perfect, so for the particular 
neurologist involved there was considerable latitude and variability 
in his diagnostic application. 

The second strategy for approaching the distinction between 
Categories of headache is to take groups previously defined as 
having tension or migraine headache and collect detailed accounts 
of their headache symptoms with a standard questionnaire. The 
Preferred method is to ask subjects to record their symptoms at the 
time or soon after they experience them. Bakal and Kaganov (1977) 
used this method and found that different diagnostic groups Were 
almost identical with respect to the location of their pain during 
attacks, Also 40 per cent of subjects from each group reported that ` 
their pain had a throbbing kind of quality and 52 per cent of each 
group had some form of visual disturbance associated with the 
aes The diagnostic groups were generally similar with regard to 
et eli Phenomenology. Similar results have emerged from Kaganov 

al. (1981) and Philips (1977). : 

i Other studies looking at the quality of pain experience rat eh 
T its location have also tended to find that there Is less 0 
H erence between the diagnostic groups than might be expecte 
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€d to the degree of physiological disturbance, and the quality 
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piercing, pricking) which describe their pain. The final scoring 
system of the questionnaire is such that three scores are available 
which represent the sensory, affective and evaluative (i.e. overall 
intensity) components of the pain (Melzack and Wall, 1982). 

Hunter and Philips (1981) administered the MPQ to groups of 
tension headache and migraine sufferers who were reliably diag- 
nosed according to the Ad Hoc Committee’s criteria. Their analysis 
of the results indicated that these groups were remarkably similar 
when the scores on the sensory scales were examined. This suggests 
that certain sensory scales may be chosen more frequently by 
headache sufferers regardless of their diagnoses. When the partic- 
ular adjectives chosen were examined there was some evidence that 
the two groups could be differentiated. Migraineurs chose words 
like sharp and blinding but tension headache cases were less specific 
in their choice of descriptors. Words like throbbing and tight which 
might have been expected to be highly discriminative were chosen 
with roughly equal frequency by both groups. When the affective 
scores were examined there was a difference in that migraineurs 
chose words like sickening and suffocating and tension headache 
subjects selected words like fearful and punishing. However, there 
was no difference in the overall affective score. 

Subjects in the Hunter and Philips study were selected because 
they had a high frequency and intensity of headaches. Hunter 
(1983) compared groups with a much wider range of both frequency 
and intensity of headache on a scale developed from the MPQ. 
Comparisons between migraineurs and tension headache sufferers 
failed to show any gross differences, but there was a between- 
groups difference with respect to the choice of words on the 
affective component of the scale. Subjects with migraine described 
themselves as being more frightened, miserable, exhausted and 
tired by the pain experience. This group also reported that thet! 
headaches were experienced as more intense than those of subjects 
with tension headaches. In fact the intensity of the headache 
discriminated between the two groups better than the descriptors 
chosen to indicate pain quality. 

As a result of these findings, as well as those from the psych®” 
physiological research, there has been a concerted move away from 
a categorical model of headache. The more recent view is that 
headache is best construed as lying on a continuum of severity. THE 
precise nature of this continuum has yet to be defined but it is clear 
that no one feature will suffice. Thus mere reference to the intensity 
of the headache will be insufficient to predict what other sympto™ 
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will be present. Bakal (1982), who has been the most vociferous 
Proponent of the continuum model, suggests that it should be 
defined in terms of the number of attacks, hours of head pain, and 
the number (rather than the kind) of symptoms experienced. The 
data do give some indication that as headaches become more severe 
So they are accompanied by the increasing involvement of both 
tension and migraine symptoms. 

Bakal’s research shows that more severe headaches tend to have 
more migrainous or vascular symptoms and that when these 
Symptoms are present people are more likely to regard their 
headache as a problem that interferes with their life. This relation- 
ship between migrainous symptoms and interference with daily life 
is by no means perfect. It is possible that a person with few tension 

eadache symptoms may regard himself as incapacitated by his 
Pain. When all is considered the relationship between pain- 
Motivated behaviour and intensity and that between intensity and 
Physiological measures is not that expected on the basis of the naive 
reductionist position. 


Pain behaviour 


at PXP eriments on treating headache with biofeedback opta 
aR records of their medication rate. It was un t Ce 
with Cts learned to control the physiological substrate oft i pains 
dirati consequent reduction in the frequency, waa y a 
ioe of episodes, so their use of medication to a ne 
eae the expected relationship between pain HE u prre 
thee a did emerge on some occasions, it faile Ae ioe 
Tate w, In essence the relationship between pain an Re ce 
Providin assumed to be one in which pain reduce ae 
Model of the motivation for the use of medication. s D 
and ay Of pain behaviour has clear parallels with a ao ace ey 
Dain. dance discussed in Chapter 11. There 1$ good evidenge are 
e motivated behaviour is not necessarily a direct function 0 
related p ae Hunter (1981b) constructe 
Sufferers Seno A the wh pee, 
Fes uded avoidance and com ; : 
time. ication. Avoidance items consisted of such things i nen 
co, off Work and items relating to complaint covered bot ver et 
eee and non-verbal indications such as moaning, crying 
acing. Their subjects kept a headache diary for two weeks 


d a checklist of pain- 
described by headache 
aint as well as the taking 


Yt Be 


274 Investigating Abnormal Behaviour 


and the relationship between traditional measures of pain (in- 
tensity, frequency and duration) as assessed through the diaries and 
subjects’ self-reports of pain behaviour were examined. Scores 
from the MPQ were also obtained and put into the analysis. With 
only one exception there was no relationship between traditional 
measures of pain and pain behaviour. The exception involved 
medication rate which correlated (at a relatively low level) with the 
frequency of headache. The lack of any association between 
intensity and pain behaviour is particularly noteworthy. 

In contrast there were persistent relationships betwen MPQ 
measures of the sensory and affective components of pain and the 
indices of avoidance, complaint and use of medication. The number 
of self-reported complaints was correlated with both sensory and 
affective measures of pain but the extent of avoidance was only 
related to its affective qualities. On the other hand, medication rate 
correlated with the sensory components of pain but not its affective 
quality. The fact that avoidance and complaint were themselves not 
strongly interrelated provides further indication that it is necessary 
to develop more sophisticated accounts for the various types of pain 
behaviour. Knowing one component of pain, whether it be the 
intensity, sensory quality or the extent to which it induces avoidance 
of normal activities, gives little indication as to what the other 
components will be. This is moving quite a way from the simple 


reductionist-specificity theory inherent in the Ad Hoc Committee’s 
definitions. 


Headache and personality 


Although personality does not come into the Ad Hoc Committee's 
definition of headache, the idea that people with distinct personality 
types might be prone to particular kinds of headache is a theme 
which runs through much of the literature. The earlier theories of 
psychosomatic disorders Proposed that there was a specific relation- 
ship between the physical symptoms and the personality of the 
sufferer. In accord with Freudian theory the symptom was ê 
symbolic representation of unacceptable unconscious mental 
processes. 

On the basis of a series of eight patients treated by psycho 
analysis, Fromm-Reichman (1937) proposed that the ‘choice’ © 
migraine symptoms occurred because the patient experiences 
strong repressed hostility which is in conflict with a wish to solve his 
problems by more intellectual means. This conflict then allegedly 


a 
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leaves the person in a state in which he feels that he could literally 
bash his head against a wall. Thus the expression of headache as a 
symptom. Wolff (1937), who was a neurologist, was led by informal 
clinical observations to suggest that migraineurs were generally 
Perfectionists, achievement-oriented, tense, driving personalities 
with a degree of obsessionality, as well as having a welter of 
repressed hostility. 

Professional opinion has been much less forthcoming when it 
comes to linking a particular personality type with tension head- 
ache. Martin et al. (1967) wrote: ‘there does not seem to be a single 
Psychological determinant of muscle contraction headaches. 
Multiple conflicts are usually evident . . . poorly repressed hostility 

- . unresolved dependency needs and psychosexual conflicts are 
also frequently present’ (p. 203). 

Descriptions of this kind were arrived at through uncontrolled 
Clinical observations which are open to two general sources of error. 
In the first place it is possible that people arriving at clinics are in 
Some way self-selected and not a random selection of headache 
Sufferers. They are the people whose complaint behaviour has led 
them to seek help and it has already been shown that complaint 

ehaviour is not necessarily related to the intensity or quality of 
Pain. Secondly, it is more than probable that the clinician's 
Judgement is biased. He may select and seek out certain patient 
characteristics whilst relatively ignoring others. It is difficult to 
determine just what information he uses to reach his conclusions. 
oe İs possible to control for these biases by selecting headache 
ay at random from the general population and by Sethe 
Seed personality tests whose sources of error are relatively 

| known. Unfortunately when such tests are used the gain 1n 
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subjects with either no headaches or very low levels of headache 
(Henryk-Gutt and Rees, 1973; Lucas, 1977; Maxwell, 1966; Philips, 
1976). This finding adds support to the suggestion that the early 
reports may have been influenced by selection bias. It also accords 
with investigation of pain other than headache pain where neurotic- 
ism relates to complaint behaviour. Philips and Hunter (1981) in 
their study of pain behaviour in headache found a correlation 
between both complaint and avoidance, on the one hand, and 
neuroticism on the other. These findings suggest that personality in 
headache may have an important moderating function. The 
important qualification is that, as with all correlational data, the 
direction of causality is always open to doubt and so great care IS 
needed in formulating testable hypotheses. 

There is very little evidence on the relationship between anger 
and headache. This is partly because there have been few scales 
devised to measure anger. Henryk-Gutt and Rees (1973) did find 
some suggestion that migraineurs scored higher ona scale of hostile 
behaviour which was a composite of a number of more specific 
variables such as overt behaviour, indirect hostility, verbal hostility 
and irritability. Bihldorf et al. (1971), using a scale specially 
developed for their study, found some evidence that migraineurs 
were more inhibited in expressing anger and felt guilty for longer 
after they had given vent to their angry feelings. Although these 
results are suggestive that the personality of headache sufferers 
might accord with earlier clinically formed hypotheses they are not 
strong and it remains to be seen whether the differences observed 
are specific to migraineurs and people with chronic tension head- 
ache. One alternative hypothesis to be explored is that any pora 
who becomes afflicted with repetitive severe pain comes to fee 
resentful, irritable and hostile. Indeed there is some evidence which 


supports this interpretation (Melzack and Wall, 1982; Sternbach 
and Timmermans, 1975). 


Summary 


Although it may appear that we have dealt with one disorder i” 
disproportionate detail in this chapter we have actually only 
presented a thumbnail sketch of some of the issues current !? 


_ research on headache. Each of the issues is in fact a reflection of 


wide range of work on the same problem which appears in man 
other disorders. For example the relationship between stress a” 
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cardiovascular dysfunction is currently the subject of detailed 
experimental work, as are the constructs of pain behaviour and 
experience. Each of these areas presents fascinating problems fora 
psychologist and their solutions have theoretical and clinical 
consequences. 


15 Learning in the Mentally 
Handicapped 


Although it is a topic that does not have an initial appeal for most 
students, mental handicap presents fascinating problems for the 
psychologist. To some degree this is because if anything can be 
considered to be the central problem of mental handicap it is an 
inadequate capacity to learn. Learning is a major field for experi- 
mental psychology and it would be expected that experimental 
psychology could make a major contribution to analysing this 
problem and suggesting ways in which it might be relieved. To some 
degree this promise has been fulfilled, and a major aim of this 
chapter is to look at what is known about learning processes in those 
with severe mental handicap. However, before embarking on this 
topic it is necessary to give a background coverage of the problem of 
mental handicap in general. 


Background 


What is here being called ‘mental handicap’ is also known by a large 
number of other terms. These include ‘mental deficiency’, ‘mental 
retardation’, which is the commonly used term in the USA, and 
‘mental subnormality’, which is a term that has been used in British 
legislation. Depending on the exact definition, this is something 
that afflicts about 2 per cent of the population. In IQ terms, it 
corresponds to those with an IQ of around 70 or less. This is not 4 
homogeneous population and within the UK it is common to make 
distinction between what is described as ‘mental handicap’ and 
‘severe mental handicap’, with the latter corresponding to an I 
level of less than around 50 to 55. This severe group accounts for 
about 0.4 per cent of the population. 

It should be stressed that the exact definition of mental handicap 
varies from country to country. For example, in the USA the 
definition used in practice is much more in terms of IQ levels- 


P 
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Without going into the exact legal definitions, British practice has 
been to define mental handicap much more in terms of social and 
educational competence (or rather the lack of it). Relying heavily 
on IQ levels has the advantage of applying a standard metric in all 
cases. Relying on judgements of competence takes into account the 
fact that, especially in borderline areas, competence has an 
imperfect correlation with IQ. Thus it is possible to have two people 
both with an IQ of, say, 68 where one clearly needs to be treated as 
handicapped whilst the other copes fairly well. The disadvantage of 
using competence as the criterion is that it is a much vaguer concept 
than IQ thus leading to greater unreliability in definition. 
The causes of mental handicap are multiple and it is not intended 
to give an account of the various pathological conditions. Such 
details can be obtained from the standard texts (e.g. Craft, 1979; 
Crome and Stern, 1967). In general terms the causes can be 
Classified into two, or possibly three major groups. The first major 
ease (or set of causes) lies in the factors that contribute to normal 
Variation in intellectual ability. Given the alleged normal distri- 
bution of intelligence, just as a few will have unusually high ability 
So there will be some who are quite the reverse. In general the 
peony of the mildly handicapped can be seen in this light as the 
a Ti of the ability range. Another possible causal factor can 
come into play in mild mental handicap. This has been described as 
Subcultural’ causes by A. M. Clarke and A. D. B. Clarke (1976). 
cee involved here is that there are children who are anan 
wo i lower end of the ability range but not to such a ees 
Bar normally warrant classification as mentally handicapped: 4 
sta children are reared under exceptionally adverse social arcan 
nces their level of functioning may be depressed so that they 
rome indistinguishable from the mildly mentally handicapped. 
sean Is evidence that children whose mental handicap K 
Out ething to subcultural factors have a rather better long-ter j 
an Ome, especially when removed from their adverse circum 
The a D. B. Clarke et al., 1958). ate Nae 
Pathol nal set of causal factors are those resulting in PrE sen 
that Ogy. There are a very large number of different € n 
can produce either damage to, or maldevelopment of the brain. 
e specific disorders may be genetically transmitted (e-g.. 


tub, 
erous sclerosis or epiloia), the consequence of chromosomal 


normalities (of which the best example is Down’s syndrome), the 


utco 
me of factors that can affect the foetus 


it (e.g. maternal rubella) 
di 
"Seases that can permanently damage the 


brain which occur 


280 Investigating Abnormal Behaviour 


early in childhood (e.g. a severe bout of meningitis). The causes can 
therefore be anything that can have a serious adverse effect on the 
brain and which can act at any point from conception through to 
childhood. 

Although a small proportion of those with the milder degree of 
mental handicap may owe their state to pathological causes, well 
over 95 per cent of the severely handicapped show pathology of the 
nervous system (e.g. Birch et al., 1970; Crome, 1960). In practice a 
specific diagnosis or cause cannot be identified in many cases of 
severe mental handicap and so the brain pathology has occurred for 
reasons that cannot be ascertained. Nevertheless the damage can 
still be demonstrated either by appropriate neurological examin- 
ation or at autopsy. 

The degree of handicap, cause and social class tend to be 
interlinked. The mildly mentally handicapped, whose handicap 
results from being at the extreme of the normal ability range, OT IS 
due to subcultural factors, have parents who are predominantly 
within the lower social classes. Where middle- and upper-class 
parents have a mildly mentally handicapped child the cause 1S 
usually pathological. Severely mentally handicapped children 
where the causes are almost entirely pathological are fairly evenly 
distributed throughout the social classes, at least in terms of 
parental social class. 


Mild mental handicap 


This chapter is basically concerned with the severely mentally 
handicapped but to make the coverage a little more complete a few 
comments will be made about those with milder degrees ° 
handicap. As a general rule the mildly mentally handicapped are 
not much of a ‘clinical’ problem in that they do not typically come 
into contact with the health services (either out-patient or 1° 
patient) because of their mental handicap. Of course they suffer 
exactly the same kinds of health problems as the rest of the 
population and their main need in terms of special service provision 
lies in education. 

The typical child with mild mental handicap will develop fairly 
normally but be slow to pass the usual milestones. It is not usually 
until he comes into contact with the educational system and fails to 
cope adequately with its demands that any special provision needs 
to be made. Sooner or later special educational provision will be 
required. This will be in terms of special remedial or ‘opportunity 
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classes within the ordinary schools or by transfer to what in Britain 
are known as ‘schools for children with learning difficulties’. These 
schools obviously have a less academic curriculum than the normal 
schools, although basic academic skills like reading, writing and 
arithmetic are still taught, and place a greater emphasis on the 
Practical skills needed to get by in life. 

Contrary to many people’s expectations, the longer-term out- 
come of the mildly mentally handicapped after leaving school is 
generally quite good. In one long-term outcome study Baller et al. 
(1967) dealt with over 200 people then middle-aged who had been 
Pupils in the ‘opportunity rooms’ of schools in Lincoln, Nebraska. 
Allhad had a history of educational failure and an IQ of less than 70 
whilst in the school system. In terms of their status in middle age 
there was considerable overlap with control groups within the 
average intelligence range who had been educated in the ordinary 
passes of the same school system and at the same time. There were 

ifferences but these were by no means large. For example, slightly 
a of the mildly handicapped subjects had married and had 

“dren and where they had married their marriages tended to be 
3 Stable. The mortality rate was higher. In terms of employment 

Per cent of the males and 77 per cent of the females were 
ees as ‘usually employed’ whereas the rate for controls was 
CT 15 per cent higher. Where employed most of the key group 
en ed to be in unskilled or semi-skilled work but 13 per cent were 

oe in non-manual commercial employment or had their own 
Cau wes As a group their crime rate was raised but the violate 
ae to be fairly minor with traffic offences and drunkennes 
ere is nor l lts are 
lere is no reason to consider that Baller et a „s resu 
; . 
apial. Most authorities agree that the majority of ms m 
ay ed mildly ESN at school do fairly well in adult life. Those 
© Problems also tend to be those with additional handicaps; 
T Physical or mental, and in general the mildly handicape a 
depart, a little overrepresented in the clientele of oi mon 
er st It is also probably the case that this group 
so Ost at times of high unemployment. 
i re any discussion of oe 
Ogi . M. Clarke (1978) draw atte 
ay Studies of mild es alae it has been found that the 
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deep acne levels change with age. In particular the pea 
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pepe y ethvcaieadt nad few mildly mentally 


Sory education ends. Although a 


is a point that A.D. 
tion to. In epidemio- 


“at 


282 Investigating Abnormal Behaviour 


handicapped children will die before reaching the end of their 
schooling and in the few years afterwards, any excess mortality will 
not be enough to account for the decline in prevalence. Clarke and 
Clarke suggest three reasons for this decline in mild mental 
handicap with age. One of these is ‘camouflage’. The time of 
secondary schooling is likely to be the period of greatest intellectual 
demands for many people. Children who cannot cope with normal 
schooling may then be able to manage ordinary life and a job that 
does not rely on educational skills. A second possible factor is that 
the process of learning ways of dealing with the demands of living 1n 
ordinary society will still go on after leaving school and many will 
eventually learn what is required. Finally, there may be delayed 
maturation especially in those whose early circumstances have been 
most adverse. The operation of processes like these may well 
explain why the casualties of the educational system are not 
necessarily the casualties of the adult world. 


Severe mental handicap 


Severe mental handicap is usually apparent at birth or within the 
first few months afterwards. Since the cause is almost always 
organic, with damage to or maldevelopment of the brain, the 
severely mentally handicapped individual is often multiply handi- 
capped. Many have cerebral palsy (i.e. are ‘spastic’), epilepsy Of 
sensory impairments. As already indicated a specific cause or 
syndrome, such as Down’s syndrome (mongolism), hydrocephalus 
or phenylketonuria, cannot be identified in many cases. Even ne 
a specific condition can be identified it is only in a relatively a 
proportion of these cases that specific medical treatment can hav 5 
any impact. The best example of these is phenylketonuria which ! 
due to an inborn error of metabolism which can be identified ven 
shortly after birth and where eating a special phenylalanine-f¢ 
diet can considerably improve outcome. It is also important De 
hereditary disorders can be identified so that parents can be giver 
genetic counselling. d 
The severely mentally handicapped child will develop slowly 4” 
often takes a very long time to acquire the simple skills of every? 
living such as dressing himself, feeding himself, urinary and fae“ 
continence, etc. Speech may also remain very limited. The edp 
cational system in Britain puts these children in ‘schools for childre; 
with severe learning difficulties’. In these schools the curriculu™ ; 
very different from the normal schools and concentrates on senS° 
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awareness and basic living skills. In Britain it is now fortunately the 
case that the vast majority of severely mentally handicapped 
children remain at home with their parents. The few who enter any 
form of long-term residential care are usually those with major 
additional physical handicaps or severe behaviour disorders. 

In Britain schooling is provided for these children up to the age of 
19 years. Local authorities then provide ‘adult training centres’ 
Which ideally provide suitable daytime activities. These include 
such things as simple industrial work and training in socially useful 
skills like simple cookery. Since the severely mentally handicapped 
usually cannot manage to live totally independently a problem 
comes as their parents age or die and are unable to look after them. 
In the not-too-distant past a large proportion of the adults would 
deve Spent much of their lives in large ‘hospitals’ for the mentally 
handicapped. These have by no means disappeared yet but the 
recent moves to community care have shown that many of the 
ioe mentally handicapped can live at least a semi-independent 
T in small hostels or group homes where four or five individuals 
Sor an ordinary house in an ordinary street with support fron 
TR workers, community nurses and other staff who can Mee 
ea homes on a regular basis. Of course careful preparation ae 
ave ing is required but what can be achieved with these Pry 
Fen: Properly designed training programmes vastly exceeds w ie 
poeta professional workers in the field would have imagin 

ible only a couple of decades ago. 
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(Clapp eventive measures have had some impact in a ne 
Wered ang Clarke, 1978). It is worth noting in npea ee 
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like phenylketonuria, that anything can be done which might negate 
the central handicap. Most intervention is therefore directed at 
amelioration or attempting to help the individual to function as well 
as possible despite being mentally handicapped. For the most part 
amelioration depends upon being able to counteract the central 
handicap of inadequate mental functioning. This means that 
understanding psychological processes in the severely mentally 
handicapped is extremely important. 

It is possible to describe the central psychological problem of 
mental handicap in a number of ways. The most obvious is in terms 
of low IQ. Although it is true that the severely handicapped have 
very low IQs this by itself gives very little indication of what might 
be done to relieve the problem. Similarly, severe handicap, 
especially in children, can be seen in terms of a retarded rate of 
development but again this is not a great deal of help in counter- 
acting the effects of handicap. The basic deficit can also be seen asa 
problem in learning. The severely mentally handicapped child 1s 
extremely slow to learn the everyday skills that normal young 
children seem to acquire with such little effort. These are things like 
dressing, feeding and even talking. In general psychology has a long 
history of looking at learning and if it is possible to analyse the 
learning process in the mentally handicapped then it might also be 
possible to devise training programmes that would use the handi- 
capped individual's residual learning capacity in the most efficient 
way. 

Because of its central importance the rest of this chapter yill 
concentrate on studies of learning (and memory) in people with 
severe mental handicap. This does not of course mean that other 
aspects of psychological functioning are of no concern in dealing 
with the overall problem of mental handicap. Some analysis of thes 
other problems can be found in A. M. Clark and A. D. B. Clarke 
(1974a) and Ellis (1979). Concentrating on the problem of learning 
serves the purpose of illustrating how the methods and techniques 
of experimental psychology can be used to analyse a clinica 
problem. However, before looking at this problem directly it 15 
necessary to consider the methodological issues. 


Methodological issues 


A more extensive discussion of the points raised here is provided by 
Clarke and Clarke (1974a) who also give reference to a number! ° 
important primary sources. Zeaman (1965) has suggested t $ 
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investigators can approach the problem of mental handicap in two 
ways. They can strive to delineate the laws, principles or regularities 
that govern the behaviour of these people. Alternatively they may 
wish to find the unique features of their behaviour. If concern is with 
the latter then comparison with normal subjects becomes essential 
and it is the question of normal control groups that has resulted in 
much of the methodological heart-searching. If the concern is with 
understanding the behaviour of the mentally handicapped regard- 
less of whether this involves principles that are different from those 
Of normal people then normal control groups can be dispensed with. 
Zeaman and some others have confined themselves to this lesser 
aim in order to avoid the methodological problems. 

A large amount of the research involves mentally handicapped 
children who are compared with groups of normal children. It is 
then necessary to decide which group of normal children will 
Provide the most appropriate control group. There are two major 
Possibilities. The handicapped group can be compared with normal 
children of the same chronological age (CA). If this is done then the 
Controls inevitably differ from the experimental group in general 
intellectual ability. Any difference between the two groups could 
ore merely reflect differences in intellectual capacity rather 

an fundamental and permanent differences in their psychological 
Practioning. Thus if the handicapped group had been allowed to 
BSOP to the same intellectual level as the CA matched group Is 

W, then the difference might disappear. j 

€ obvious control for this is to match handicapped and cn 
Tops for mental age (MA) rather than CA. It can then be argue 
Ta intellectual differences are controlled for. There ae ae 
Vari MA matched controls since in matching for will 
ne lables then go out of alignment. The control groun j 
ey be much younger than the handicapped group ay he 
i Parison possibly being contaminated by such things f 

eae background experience. This need not always actin ao 
skij S êndicapped group. For example, in a task relying oa ie 

isto ° Could be that the handicapped group, having E | 
Oty of failure in acquiring effective language, May ae S of 

Gian verbal forms of communication Or iy PE ie 
not eae in cognitive tasks. The much younger contro. o p a 

on ad this same experience of failure with language ae eae 
Anor ready to make use of the linguistic skills that eh r 

en difficulty with MA matching is that the same à on n 
intelligence tests like the Stanford Binet sca e may 
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achieved by different routes and the same MA level in the two 
groups may still conceal important intellectual differences. 

There is no really satisfactory way out of this problem and many 
investigators have used both CA and MA matched controls in an 
attempt to cover all possibilities. It should be evident from the 
above discussion that even this is still not an ideal solution. 

Ellis (1969) has made a careful analysis of these methodological 
problems and draws attention to the limitations of MA matching, 
many of which have already been outlined. In theory MA is 
matching controls for ‘development’. Unfortunately ‘development’ 
can be a rather slippery concept and its possible meanings in this 
context are not usually examined. Ellis himself favours CA 
matching since this usually has greater theoretical significance for 
getting at the key features inherent in mental handicap. It certainly 
gives a clearer and less ambiguous comparison. The limitation 15 
that it confuses the primary characteristics of the mentally handi- 
capped with secondary effects such as the handicapped subjects 
more restricted educational experience. MA matching attempts tO 
control for certain possible contaminating factors but it is not clear 
for which of these, if any, it offers an adequate control. 

Another and important limitation of CA matching is that there 
are typically very large differences in performance between the 
severely handicapped and their CA matched controls. This means 
that it is very difficult to design experiments which do not produce 
either floor or ceiling effects or both. This can be illustrated in the 
context of another point made by Baumeister (1967). Baumeiste? 
has suggested that the most appropriate comparisons between the 
handicapped and normal are when similar experimental manipu- 
lations of task variables are applied to the same situation for both 
groups. It is easiest to explain this point in the light of a hypothetical 
example. 

Let us assume that handicapped and normal children are being 
compared on a task requiring the learning of some form of shape 
discrimination. It is a common observation that young norma 
children often use verbal cues in such tasks and make statements to 
themselves of the order ‘it is always the one with the square in Ws 
Handicapped children typically do not make use of yerba 
mediation in this way despite the fact that their ordinary level ° 
speech appears to be at an appropriate level of sophistication. 
experimenter may then hypothesize that normal children lea! 
more rapidly because they also use verbal mediation. To check °° 
this the experiment is designed so that similar learning tasks are 
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carried out in the normal way and with special measures designed to 
prompt the subjects into using verbal mediation even though they 
may not do so spontaneously. The prediction is then that forcing 
Subjects to use verbal mediation will produce a much greater 
improvement in the handicapped group. 

Let it further be assumed that results are obtained rather like 
those given in Figure 9 in graphical form. At first sight these 
Certainly appear to confirm the hypothesis but this is not nesessarily 
SO: Especially if the groups are CA matched there will be a large 
difference in average performance levels. It could be that the 
Normal group fail to show much improvement because of a ceiling 
effect, i.e. they start off at such a high level of performance that they 
have less room to improve under conditions that might otherwise 
enhance performance. If the trend in the result had been the other 
Way with only the normal controls showing a strong effect then it 
Rent be argued that there could be a floor effect with the 
Beaicapped group not really learning well enough to provide an 
š equate base for the verbal mediation effect to build on. In any 

ase there is the general point that the effect of a manipulation like 
E verbal mediation may vary as a function of the original 
arting level regardless of any ceiling or floor effects. 
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statisticians refer to as interactions (i.e. where the effect of one 
variable is influenced by the state of another as in the hypothetical 
example being considered). This arises out of the fact that the exact 
measures that are used in psychological research are often arbit- 
rary. For example, in Figure 9 the measure of learning could be the 
number of responses correct in a given sequence, number of trials to 
criterion or some mathematical transformation such as the 
logarithm of such measures. The data can be expressed as scores of 
one kind or another under both conditions or the data relating to the 
forced verbal mediation condition may be plotted as a proportional 
increase of that in the neutral condition. The apparent interaction 
may be considerably affected by the nature of the particular way of 
expressing the results that is used and may even be made to appeal 
and disappear according to how the data is presented. This problem 
makes interactions of this kind exceedingly difficult to interpret. 
From this point of view the only interaction that can be interpreted 
unambiguously is when there is a cross-over in that, say, one group $ 
performance is enhanced by the manipulation and the other 18 
impeded. In this case the way in which the data is presented will not 
alter the basic picture. 

Baumeister (1968) has also pointed to the fact that samples o 
mentally handicapped subjects typically show greater variability aD 
performance than the normal control groups that are used. He 
relates this to the possibility that the performance of the mentally 
handicapped is much more subject to variations in such factors 4° 
attention, motivation or arousal. Another possibility also needs Ye 
be mentioned. The severely mentally handicapped are certainly N° 
a homogeneous group and the specific aetiology may have a bearing 
on performance. Usually researchers use samples of severely 
handicapped children or adults with little concern for the specific 
cause of the handicap although those with sensory defects Or ote 
physical problems likely to impair performance on the task are 
often screened out. There is some research specifically on children 
with Down’s syndrome (mongolism) and on children with cerebra 
palsy and hydrocephalus but this does not form a large part of t F 
literature. On the other hand, it may well be that severely mentally 
handicapped people have more in common with one another 
regardless of aetiology than any of the subgroups might have vile 
subjects of normal intelligence. Getting sizeable homogeneo” 
groups of subjects with any but the most common syndromes e8 
Down’s syndrome) would be very difficult. aval 

There are no satisfactory answers to those methodologie? 
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problems. In general they are avoided if Zeaman’s (1965) position is 
adopted and interest is confined to the behaviour of the handi- 
Capped without reference to comparison groups. It is the com- 
Parison between the handicapped and the normal that is fraught 
with difficulty once the methodological issues are examined care- 
fully. In practice the very fact that the differences between the 
handicapped and the normal are so vast means that in some cases 
the exact nature of the control group will make little difference. 


Experimental Studies of Learning and Memory 


Medical texts up to about the 1950s give the impression that the 
Severely mentally handicapped were capable of learning very little 
and that they would probably have great difficulty in retaining and 
Putting to use any skills that they did manage to learn. The early 
Psychological experiments were directed at refuting these preju- 
dices. The results of this research were then put into practice. At the 
Same time the more fundamental work was extended in an attempt 
to analyse the exact nature of the impairments. 

A not untypical early experiment is that of Tizard and Loos 
pond). They used the Minnesota Spatial Relations Test which 
Consists of four boards of more or less equal difficulty into each of 
each fifty-eight different shapes have to be fitted. Each boang 

rate fifty-eight appropriately shaped holes. Eight severely 
only handicapped adults (IQ range 24 to 42) were used in the 
+ XPeriment and full data were obtained from four of these. Subjects 

olen? trials per day for four days in fitting the shapes into Bs 
cig R or one board as quickly as they could. They then had a a 
as t trials on the second board, and so on until they had complete : 

Bht trials on all four boards. The mean time taken on the first tria 


; . . 
ne first board was about twenty-three minutes. By the last trial 
min down to around seven 


he first board to 


Card c learning effect with practice and 800 
Subje © the next. In addition, Tizard and L 
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giving a further single trial on each board. These later trials showed 
considerable retention, giving a mean time of little less than six and 
a half minutes. Other early research gave similar results (e.g. 
Clarke and Hermelin, 1955), thus confirming the suggestions made 
by Tizard and Loos’s study. 

Early work of this kind found application in the setting up of 
industrial workshops in institutions for the mentally handicapped. 
Just as the severely mentally handicapped could be trained up to 
fairly normal levels of performance on a rather complex perceptual 
motor task like the Minnesota Spatial Relations Test, so they could 
be trained to carry out semi-skilled industrial assembly work. This 
even included such things as soldering components for TV sets (this 
was in the days before the extensive use of transistors and integrated 
circuits made the soldering of relatively large components like 
valves redundant). Again the severely mentally handicapped had 
extremely poor starting levels and took a long time to train. Special 
highly structured training programmes were also needed in which 
the final task was carefully broken down into simple steps to be 
taught one at a time. Nevertheless, as in the experimental work, the 
final level of performance was good and, once learned, the skills 
were retained quite well. 

From the point of view of a more fundamental interest in the 
Processes involved the next question that emerges is, what is the 
basis for the learning impairment in severe mental handicap? This 1s 
difficult to define with any certainty but a number of interesting 
lines of research have emerged. A classic series of experiments was 
reported by Zeaman and House (1963). These authors carried out ê 
series of experiments with severely mentally handicapped children 
using discrimination learning in a modification of the Wiscons!? 
General Test Apparatus originally used by Harlow (1949) and 
others for similar kinds of research with monkeys. Basically Hous 
and Zeaman used two-choice discrimination learning where 
detection of the correct stimulus was reinforced by the subject 
obtaining a small sweet (e.g. a ‘smartie’). à 

The results of an initial experiment are shown in Figure 10. This 
suggests that the mentally handicapped subjects start to learn fairly 
early on in the training sequence but then learn very slowly indee' 
so that it takes a considerable time for them to reach criterion. Ths 
contrasts with the performance of normal children on a similar task- 
Normal children would show a typical ogival learning curve wit 
very much more rapid learning. 
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tre 10. A group average learning curve for learning a two choice 

'Scrimination task. The 50 per cent mark is the score which would be expected 
Y chance. The handicapped group are shown with a solid line. The impression 
Paned from the figure is that they learn rather slowly. The dotted line gives some 
YPothetical results for a group of non-handicapped subjects. 


The data in Figure 10 has been averaged in the usual kind of way 
(i.e. the points on the curve being given by the average number of 
trials correct in the first block, second block, and so on). Such 
Averaging however can produce a picture that is not at all typical of 
(uy individual subject. Hayes (1953) has suggested the use of 
ackward learning curves’. Here the anchor point for the curve > 

ig block of trials on which each subject reached criterion. The nex 
Point to the left is the average number of correct responses for each 
wibiect on the trial preceding the one at which criterion was 
eached, and so on. To do this with the data under consideration 
"eveals a curve like that shown in Figure 11. This curve is rather 
dissimilar to that in Figure 10 and is more typical of the Peete 
T individual subjects. What seems to happen 1S that eee 7 

€spond more or less at chance level for a period and then s n 
arn. Once they start to learn they learn very rapidly, when their 
aan curve starts to look very much like normal subjects curve 

T this later period. 
caman au Shas (1963) developed an attentional model to 


melin their data. Specifically they propose that learning on a task 
€ this proceeds in two stages. Firstly, the subject has to learn 
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Figure 11. In this figure the data from three hypothetical subjects (S4, S2, S3) are 
displayed. It can be seen that each subject begins by responding at a chance 
level/and then learns reasonably rapidly. In this figure the data has been plotted 
backwards from the point where the learning criterion was met. It can be seen 
that S, took fewer trials to learn than S2 or Sa. Also, it is clear that once a subject 
begins to learn he learns with relative rapidity. 


which stimulus dimension to attend to. If the stimuli to be 
discriminated vary in shape, size and colour and change randomly 
from trial to trial, but with the blue stimulus always being rewarded 
rather than the red, then subjects have to identify that colour is the 
stimulus dimension which they need to take note of. Once this stage 
has been reached they then need to learn the correct cue (e.g. blue) 
within that dimension. Under these circumstances responding will 
be essentially random until the correct dimension has been identi- 
fied. Learning will then show up at the stage of learning the correct 
cue and this progresses very rapidly: Essentially similar backward- 
learning curves in two-choice discrimination learning with a long 
period of responding at chance levels followed by rapid learning 
have been obtained by Ellis ef al. (1982) for the most profoundly 
handicapped subjects (with mean measured IQs of below 10). What 
appears to differentiate subjects is not the speed of learning once 
learning starts to occur but the length of time spent at chance levels 
of responding prior to the occurrence of significant levels of É 
detectable learning. Thus in Zeaman and House’s (1963) model its 
the first, or attentional stage, that is the source of the learning 
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difficulty in mental handicap. 

Zeaman and House (1963) have further elaborated their basic 
model in a mathematical form which has enabled them to carry out 
experiments whereby the performance of real mentally handi- 
capped children can be compared with that of computer-based 
predictions derived from the theory (the performance of so-called 
‘stat-children’). Many of these experiments were based on transfer 
designs using both extra- and intradimensional shifts. Space does 
not permit the further elaboration of the work described in their 
1963 paper. One of the suggestions emerging from this work is that 
mentally handicapped children are only able to attend to one of the 
many possible stimulus dimensions in the situation or, at best, to 
very few of them. ; 

More recently Zeaman and House (1979) have updated their 
Model. In this later paper they present a number of lines of evidence 
that was difficult for their initial attentional theory to cope wit 
example, certain of their experimental manipulations appeared to 
Place considerable demands on short-term memory and these 
revealed signs of additional short-term memory deficits. An 
important feature of the attentional model as proposed by Zeaman 
and House (1963) is that attention to particular stimulus dimensions 
Precedes responding to specific cues. Even within a given unas 

‘mension (e.g. brightness) the length of the period of chance ee 
‘sponding, which theoretically relates to learning to attend to the 
"ght dimension, was influenced by the particular cues that uen 
used (i.e. black and white as opposed to two shades of we ae 
ung of Shepp and Zeaman (1966) is not predictable on the 

the early model. tend 

"consequence Zeaman and House (1979) have chosen a Trom 
“Ir original theory by including such things as some features 
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most other models within this field. 

One of the most extensive examinations of the Ellis (1963) trace 
decay model has been provided by Holden (1971). Holden has 
described a series of experiments which have all been based around 
the same general experimental procedure. The subject is faced by a 
two-dimensional array of lights so arranged that he cannot actually 
see how many lights are available. The subject is just aware of each 
light as it is lit and is seen on a screen placed in front of the array. 
The lights can then be lit, one at a time, in a sequence that can trace 
the outline of a letter ‘P’, or a triangle, or some such similar kind of 
shape. The experimenter can also manipulate the time that each 
individual light is on and the time interval between each light. 

In general the results failed to support the notion that the 
mentally handicapped suffer from a rapid decay of traces in short- 
term memory. For example, if the hypothesis was correct then 
increasing the time interval between successive lights should make 
identification of the shape outlined relatively more difficult for 
handicapped subjects compared with the situation where this time 
interval is zero or very short. Such an effect was not found. 

On the other hand Ellis (1970) modified his position with regard 
to the nature of the memory impairment in mental handicap. In 
another extensive series of experiments reported in the 1970 paper 
he had an apparatus with a horizontal row of small circular screens 
on to each of which a visual stimulus (usually a digit) could be 
projected. The experimental procedure involved projecting 3 
stimulus on to each of these screens in sequence running from left to 
right with one stimulus being removed before the next was show 
At the end of the sequence a stimulus corresponding to one of those 
already shown was projected on to a further small screen set above 
the rest. The subject’s task was simply to press the screen that 
originally showed the stimulus on this further screen. Obviously @ 
large number of parameters can be manipulated within this genera 
experimental procedure. Normal subjects typically show a seria 
position effect in that it is easiest to identify the stimuli that occurre 
at either the beginning or the end of the list, with those in the mid 
causing the least accurate responding. 

Ellis (1970) further assumes that two separate memory processes 
are required to account for the serial position effect. stimuli 
presented last are easy to identify because they can be recalled from 
primary memory. The first few stimuli manage to get processed 
‘rehearsal strategy’ and thereby get transferred from prima! 
memory to the rather more stable secondary memory. These can 
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In general the results obtained by Ellis (1970) and interpreted on 
the basis of this model do suggest that the mentally handicapped 
have problems relating to secondary memory rather than primary 
memory. Ellis further speculates that this is because of a failure of 
rehearsal mechanisms. To cite but one line of evidence in support of 
this conclusion, Ellis found that with no delay between successive 
stimuli both mentally handicapped and normal subjects had similar- 
ly enhanced identification of the last items in the list (i.e. similar 
primary memory effects) but only the normal group showed 
increased identification of the first items, suggesting little inform- 
ation was reaching secondary memory in the handicapped group. 
On the basis of Ellis’s theoretical model it would be expected that if 
the inter-stimulus interval was increased then this should give 
subjects additional opportunities to pass the first few stimuli 
through to secondary memory and so enhance identification of 
items from the first part of the list. As Figure 12 shows, this 
happened for the normal controls but not for the handicapped 
subjects. This implies a problem in transferring information tO 
secondary memory and presumably rehearsal mechanisms. f 

One problem with this series of experiments is that the basie 
model of memory on which the whole edifice is built has come under 
attack (see Baddeley, 1976; Craik and Lockhart, 1972). This makes 
for caution in accepting the particular interpretations offered by 
Ellis (1970). 

Some more recent work (e.g. Baumeister et al. , 1984; Nettelbeck 
and McLean, 1984) has used experimental techniques involving the 
very rapid tachistoscopic presentation of material in order to look in 
more detail at the earliest stages of information-processi"8: 
Although both the cited experiments use different techniques 49 
relate their work to different theoretical models, both agree that the 
mentally handicapped are impaired in their initial registration © 
stimuli and in the initial processing of this information. 

Detterman (1979) has provided a detailed review of evidence 
relating to memory disturbances in mental handicap. In line with 
the very small sample of the extensive research in this field that has 
been described here, Detterman concludes that the best evidence ° 
impairments arises from studies implicating perceptual/attention@ 
processes and rehearsal mechanisms. He does not rule out the 
possibility of effects relating to other aspects of the overall memory 
process, including primary and short-term memory. It is just that 
the evidence with regard to perception/attention and rehearsal is bY 
far the most convincing. As a very general rule it is also true to 528 
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that the evidence for impairment in learning and memory is least 
strong with regard to long-term memory. The basic problem seems 
to lie in getting information properly established in long-term 
memory rather than in its rapid loss once so established. Never- 
theless an increased rate of forgetting in long-term storage is by no 
means excluded. 

This discussion of learning and memory in the mentally handi- 
Capped can be concluded with a further methodological caveat. In 
discussing the then available evidence on possible memory impair- 
ments in mental handicap, Belmont (1966) held that the ideal 
experiment to test for memory impairments in the handicapped 
needed to take into account three basic principles. Firstly, the level 
Of learning as assessed by probability of correct performance must - 
be equated for all subjects. This is because retention is influenced by 
the degree of original learning. Secondly, the highest level of 
Performance attained during acquisition or learning must be below 
the maximum level of performance. This is to ensure that over- 
learning does not take place to a greater degree in one group than 
another, since overlearning can influence later retention without 
showing any change in level of performance during learning. 
Finally, Belmont pointed out that there must be a criterion against 


Which later retention can be judged. This criterion consists ofan 
indication of what subjects would have achieved had the reten io 
erformance over time to 


Interval] b , i i 
een zero. This permits change 1n p € 
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eficit in mentally handicapped subjects compared with normals. 


Comment 


Mental handicap is an area that raises a number of fea 
Psychological problems and where the experimental Bere eee 
a Pairments can lead to practical application. Itis E 

iSe that the care of the severely mentally han’ ssible to 
Proved dramatically since about 1950, and it i$ ae en was 
em to live a far more normal and independent ae causes of 
Usly conceived possible. As in all social change ea 
Improvements are multiple. Nevertheless, Te eat 
"8 processes in the mentally handicapped agai 


Tevio 


arni 


298 Investigating Abnormal Behaviour 


of the knowledge gained has been a major factor. 

Applied behaviour analysis (ABA or operant learning) has 
proved to be very effective when applied to mental handicap. The 
procedures of ABA include many features which from the dis- 
cussion of learning in the mentally handicapped would be expected 
to facilitate learning. For example, tasks to be learned are first 
subjected to analysis to break them into smaller subtasks. This 
procedure ensures that there is a greater probability that the person 
will attend to the immediately relevant stimulus dimensions. 
Another procedure, backward chaining, arranges teaching so that 
the person starts with a high probability of successfully completing 
the task and receiving reinforcement. For example, in learning to 
tie a shoelace the actions required can be broken down into a series 
of discrete events: the initial crossing of the laces, putting one lace 
under the other, and so on until the final step consists of passing one 
loop through a hole and pulling the loops tight. In teaching 4 
mentally handicapped person to do this, one would start with the 
final step of pulling the loop through. Careful teaching of this nature 
will enable even quite severely handicapped persons to acquire 
some measure of autonomy and independence. 

Although mental handicap can be regarded as one area of success 
for applied experimental psychology, there are still many gaps !" 
our understanding of the associated psychological problems. In 
general, research indicates that the problem lies largely at the input 
end of the system (i.e. in registration and initial learning) rather 
than long-term retention and retrieval. However, these latter 
aspects are less well explored and it could be that there are problems 
in these aspects of the overall process as well. As has been 
indicated, resolution of many of the questions will also depend upon 
a closer attention to the methodological issues surrounding researe 
in this field. 

Finally, it can be noted that many of the leading authorities in the 
field (e.g. A. D. B. Clarke and A. M. Clarke, 1977) are continually 
pointing out that what has been achieved so far indicates that the 
potential of the severely mentally handicapped is still in excess @ 
what is commonly achieved in practice even in the better service 
for this client group. Not only are there gaps in knowledge, but what 
is known is often not put into practice as quickly as it might be, an 
sometimes not even at all. 


16 Concluding Discussion 


This book has attempted to describe the main questions that arise in 
investigating abnormal behaviour and the ways in which this 
behaviour might be modified. As was explained at the beginning, 
the aim was to concentrate on these questions and the ways in which 
they can be answered or resolved. Certain disorders and ap- 
Proaches to treatment were used as examples in this endeavour. 
The hope is that the reader will have picked up something in the way 
Of general principles that can be used in answering the same sorts of 
questions in relation to other disorders and modes of treatment. 
Anything approaching a comprehensive coverage of either dis- 
Orders or methods of treatment has not been possible within the 
Space available. 
Although certain conceptual and methodological strands run 
through abnormal psychology, and it is right that these should be 
Pointed out in an introductory text, it is also important to remember 
that the field has considerable heterogeneity when viewed from 
Other perspectives. Abnormal psychology encompasses a Very wide 
range of phenomena. More than almost any other area of P 
chology it has been subjected to a vast range of different kinds 0 
*PProaches and explanatory models. These in turn relate to ; 
number of very different assumptions about the fundamenta 
nature of the basic phenomena. In general there is an assulplcl 
G at much of what is considered ‘abnormal’ is also in some rack 
ther undesirable. This makes the direct manipulation OF . 
Cation of abnormal behaviour an important issue. This Bai as 
vianipulation or ‘treatment’ does not arise in the same way tor 
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more general context. This final and brief chapter is written with 
this in mind. 


The range of phenomena 


The phenomena that form the basis of abnormal psychology are 
extremely diverse. This book has only managed to touch in any 
detail upon a small sample of the abnormalities that could have 
been covered. The phenomena associated with depression and 
schizophrenia have been described in some detail. Other things like 
headache and mental handicap have been dealt with to some 
degree. Neurotic disorders, like phobias and obsessional states, 
have been touched upon in passing but not considered in any 
systematic way as problems in their own right. Many of the 
disorders listed in Table 1 and mentioned in the accompanying 
discussion in Chapter 2 have been more or less ignored. 

Some of these disorders can be quite bizarre and are very difficult 
to explain satisfactorily. One of these is the condition referred to as 
‘conversion hysteria’. Here the patient exhibits apparently physical 
symptoms, such as paralysis or sensory loss, which cannot be 
adequately understood in terms of any known physical disorder OF 
physiological mechanism. In some instances it is even possible to 
demonstrate that the allegedly affected bodily system can indeed 
function normally. For example, Grosz and Zimmerman (1965) 
studied a subject with hysterical blindness who claimed to be unable 
to see at all. They asked their subject to participate in what they 
claimed was a sight retraining exercise. They asked him to ‘look at 
an array of three stimuli and to press a button to indicate which was 
the odd one out. Their subject consistently produced scores that 
were well below chance levels of performance, thus indicating that 
he must have been using visual information in order to ensure that 
he did not achieve the third correct responses that would be 
expected by chance. This finding was repeated by Miller (1968) with 
another subject ‘blind’ in one eye as a result of a fairly trivial 
industrial accident when using only the affected eye. Of course, it 
can always be claimed that the patient is consciously dissimilating 
and faking his symptoms. This is difficult to prove conclusively and 
may well be the case in a good number of instances. Nevertheless» 
most authorities that have considered the problem in any deta! 
remain convinced that at least some cases they study are not 
deliberately faking. Merskey (1979) has provided a review of the 
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topic of hysteria. 

In addition to the functional disorders are a whole range of 
abnormalities that can be encountered in people with damage to, or 
disease of the brain. Focal lesions of the brain can produce some 
fascinating phenomena. To give but one example, neurological 
patients with lesions in the posterior parts of the right hemisphere 
sometimes show ‘hemispatial neglect’. They tend to respond less 
readily to stimuli coming from the contralateral (i.e. left) side and in 
extreme cases may totally ignore such stimuli. Thus the nurse who 
approaches from the left side of the patient's bed is ignored whilst 
the same nurse approaching from the right side is responded to 
normally. S 

Because neglect, especially in its more severe forms, is often 
associated with a left hemianopia (i.e. loss of visionin the left half of 
the visual fields), it has often been assumed that neglect is simply a 
consequence of sensory loss for stimulation coming from the 
affected side. On the other hand, milder forms of neglect can occur 
in the absence of demonstrable field defects which suggests that the 
Phenomena is not purely sensory. This can be countered by ie 
that minimal degrees of sensory loss might not be detecte a 
Conventional tests of sensory awareness but still show up as Mm 
neglect. This issue was resolved by a very ele 
by Bisiach et al. (1979). Essentially what these aut ae 
remonstrate that subjects with neglect ae E £ 
esions did not fully appreciate the variation in } 3 
sides of standard ER though the stimuli were not nae a 
the left parts of the visual field that might be affected by any TAN ae 
Sensory loss. Also, they could make accurate judgements 3 ee 
tight sides of these same objects when viewed in the sam PRTA 
in the visual fields. The work of Bisiach and his zila ee vee 
that the phenomenon is not purely sensory and must uve ene: 
Of appreciation of the left half of space thar ope iat is very 
Cognitive level. Just what is involved at this higher Maree 
difficult to say. Introductory accounts of nett OPS Tan a 
Orders can be found in Beaumont (1983) and 
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book by Davison and Neale (1982) is recommended. 


The range of approaches 


If the phenomena encompassed by the field of abnormal psychology 
are very varied then this heterogeneity is well matched by the wide 
range of explanatory models that have been employed. As the 
account of work on depression (Chapters 3 to 7) has indicated, 
theoretical approaches based at every possible level of explanation 
between genetics and biochemistry, on the one hand, and social 
influences on the other, have been utilized. To this can be added the 
ideas put forward in some circles to the effect that the kinds of 
approach taken in this book are not only all equally wrong but based 
on a complete misconception of the nature of the basic phenomena. 
For adherents to this latter point of view (which presumably could 
not be applied to people with neuropsychological impairments Or 
severe mental handicap), any concentration on problems that might 
exist within the individual, at whatever level of explanation, 1S 
entirely misplaced. The real problem lies in society and the 
individual’s behaviour is a response to a form of ‘pathology’ which 
exists within the structure of the society of which the individual 
forms a part. 

Even if consideration is restricted to psychological models, there 
is still a degree of heterogeneity that can sometimes be uncomfort- 
able. At one extreme are models derived from psychodynamic 
principles involving internal psychic processes. At the other are 
those based on operant conditioning which regard abnormal 
behaviour as being under the control of reinforcers (or sometimes 
the lack of reinforcers) just like any laboratory rat’s bar-pressing 
responses. Not only are there very varied psychological models but 
their exact status is often open to question. The cognitive theories of 
depression (see Chapter 6) were put forward largely as if they were 
causal accounts of how and why some people come to be depressed. 
If our analysis of these models is anything like correct then they do 
not fare well as causal explanations. They emerge much better when 
regarded as functional models giving an account of the operation O 
disturbed cognitive processes in depressed people and leaving aside 
the question as to how these cognitive processes come to be aS they 
are. 

The extreme variety of the basic phenomena coupled with the 
heterogeneity of the possible factors that may need to be taken int0 
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account can be very confusing. Some appear to react to this by 
defending one particular level of analysis, whether it be bio- 
chemical, behavioural, psychoanalytic or social, to the death and by 
assuming that their favoured form of analysis will eventually be 
shown to explain more or less everything. It seems to us not at all 
unlikely that such varied phenomena may have very varied 
explanations and that anything from genetics to social pressures or 
influences might have an impact on at least some aspects of 
abnormal behaviour. As has been emphasized earlier, to allow that 
genetic factors might play a part in predisposing some individuals 
towards developing depression is not to deny that other kinds of 
factors, psychological, biochemical or social, could operate; norisit 
to claim that genetic influences are of significance for all manifest- 
ations of abnormal behaviour. For example, there is no evidence 


that hysterical conversion symptoms are genetically transmitted. 
Being prepared to consider all the possible influences 1s much more 
likely to result in a balanced picture than a rigid commitment to one 


type of explanatory model. 
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bias the individual’s cognitive style towards the internal, globa a 
Stable attributions postulated by Seligman and his CES n i 
kind of complication has been raised in the past, by Ni Bhrolchat 
(1979) for example, but has rarely been taken into account in any 
Systematic way in studies of possible causal influences. 
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The varied types of treatment 

If the clinical phenomena ar and demand a wide ae 
explanatory models then it hardly seems surprising t z ae 
Proposed methods of treatment should also be very Mae À T 
main schools of thought with regard to psychologica pe 
treatment were described in Chapters 8 and 9. These are o. course 
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just the main themes, with each being subject to many develop- 
ments and adaptations in the hands of different authorities. Even 
then the accounts given do not touch upon a multitude of other 
treatment methods that have been proposed. It is possible to go 
through the literature on psychological treatments and list quite 
literally hundreds of names purporting to describe different forms 
of psychotherapy. Whether the critical observer is really able to 
detect any significant difference between all of them is open to 
question, but exotic terms like ‘gestalt therapy’, ‘neurolinguistic 
programming’ and ‘family sculpting’ abound. 

As Chapters 8 to 12 have shown, the issues surrounding the 
development and evaluation of treatments are quite complex. Two 
very general conclusions seem to have some justification. One is 
that at least some forms of psychological treatment do appear to 
yield a degree of therapeutic benefit. The second is that where the 
mechanisms by which this effect is obtained have been investigated 
these remain more or less obscure. Treatments do not emerge as 
being effective for the reasons that inspired their development in 
the first place and systematic desensitization is a good example of 
this. It still remains very difficult to finally silence the critic who 
argues that psychological treatments work by means of ‘non- 
specific’ effects such as by inducing an expectancy of change. 
Despite this, it is also true that, from a practical point of view 
concerned with treating patients, there is no doubt that consider- 

_ able strides have been made over the past twenty to thirty years in 
the treatment of problems by psychological means. 


Final comment 


Given this general situation it is not surprising that the field of 
abnormal psychology is one in which there is not an overabundance 
of certainties and where considerable controversies exist OVeT 
almost every significant issue. This may result in some confusion 
and difficulty for the student encountering the field for the first time- 
On the other hand, it represents a considerable challenge for the 
investigator. 

The authors of this book hope that the reader who has persevered 
so far will not be left in too confused a state and will have acquired 4 
firm base from which to explore the more controversial aspects. In 
fact they go beyond this and anticipate that the reader will not be 
satisfied with the far-sightedness, perspicacity and wisdom of the 


views expressed in the pr ed 
prospect of further controversy. 


Bibliography 


Abraham, K. (1911) Notes on the psychoanalytic investigation and 
treatment of manic-depressive insanity and allied conditions. In 
Selected Papers on Psycho-Analysis, 137-56. Hogarth Press: London. 

Abraham, K. (1916) The pregenital stage of the libido. In Selected Papers 
on Psycho-Analysis, 248-79. Hogarth Press: London. 

Abraham, K. (1924) A short study of the development of the libido, viewed 
in the light of mental disorders. In Selected Papers on Psycho-Analysis, 
243-54. Hogarth Press: London. 

Abramson, L. Y., Seligman, M. E. P. and Teasdale, J. D. (1978) Learned 
helplessness in humans: Critique and reformulation. Journal of 
Abnormal Psychology, 87, 49-74. 

Alder, M. R. (1974) Self poisoning: what is the future? Lancet, 1, 1040-43. 

Alexander, F. (1950) Psychosomatic Medicine: Its Principles and Applic- 
ations. New York: Norton. j 

Altman, J. H. and Wittenborn, J. R. (1980) Depression-prone personality 
in women. Journal of Abnormal Psychology, 89, 303-8. 

American Psychiatric Association (1980) Diagnostic and Statistical Manual 
of Mental Disorders — DSM III, 3rd edn, APA: Washington DC. 

Anderson, L., Dancis, J. and Alpert, M. (1978) Behavioural contingencies 
and self-mutilation in Lesch-Nyhan disease. Journal of Consulting an 
Clinical Psychology, 46, 529-36. 

Andrasik, F., Blanchard, E. B., Arena, J. G., Saunders, N. L. and Barron, 
K. D. (1982) Psychophysiology of recurrent headache. The methodo- 
logical issues and new empirical findings. Behaviour Therapy, 13, 
407-29. 

Andreasen, N. C. (1982) Concepts, diagnosis and classification. In E- S. 
Paykel (ed.) Handbook of Affective Disorders. Churchill Livingstone: 
Edinburgh. 

Andreasen, N. C., Grove, W. and Maurer, R. (1980) Cluster analysis and 
the definition of depression. British Journal of Psychiatry, 137, 25 
65. 

Andreasen, N. C. and Pfohl, B. (1976) Linguistic analysis of speech 1” 
affective disorders. Archives of General Psychiatry, 33, 1361-7. 
Andreasen, N. C. and Winokur, G. (1979) Newer experimental methods 
for classification of depression. Archives of General Psychiatry, 36, 

447-52. 

Andrews, G. (1981) A prospective study of life events and psychological 
symptoms. Psychological Medicine, 11, 179-81. t 

Andrews, J. G. and Harvey, R. (1981) Does psychotherapy benefi 


wil 


~ 


Bibliography 307 


eo A re-analysis of the Smith, Glass and Miller 
Pepe A age of General Psychiatry, 38, 951-62. 

eae Davison, K. and Marshall, J. (1963) Reflex vasomotor 

ee ` ee in the hands of migrainous subjects. Journal of 
A riwidsson > eurosurgery and Psychiatry, 26, 447-S0. 

een 2 D'Elia, G., Laurell, B., Ottosson, T. O., Perrig, C. and 

a A (1974) Can self rating replace doctors’ rating in evaluating 
Argyle, M if PN treatment? Acta Psychiatric Scandinavia, 50, 16-22. 
Aikinon R Ai Social Interaction. Methuen: London. 

Bie 3 . and Shiffrin, R. M. (1969) Human memory: a proposed 

(eds) he its central processes. In K. W. Spence and J. T. Spence 

Reicha Psychology of Learning and Motivation: Advances in 
Ayllon. = ae Theory, vol. 2. Academic Press: New York. 

SA fo Azrin, N. H. (1968) The token economy: a motivational 
y York. ‘or therapy and rehabilitation. Appleton-Century- 
ad 

Saag A. D. (1976) The Psychology of Memory. 


Crofts: New 


Harper & Row: New 


Baddeley. 
one D. and Hitch, G. (1974) Working memory- InG. A. Bower 
Pre; ; ne Psychology of Learning and Motivation, vol. 8. Academic 
Bakal <a New York. 
lew: A. (1982) The Psychobiology of 
Bakal ey york. 
head; A. and Kaganov, J. A. (1977) Muscle contraction and migraine 
Baller eam psychophysiologic comparisons. Headache, 17, 285-9. 
af W. R., Charles, D. C. and Miller, FL. (1967) Mid-life attainments 
> e mentally retarded: a longitudinal study. Genetic Psychology 
AE IE IIE 
chan, A. (1977) Self-efficacy: toward a unifying theor 
Bandura ge. Psychological Review, 84, 191-215. 
of e Adams, N. E., Hardy, A. B- and Howells, G. N. (1980) Tests 
Resear gaa of self-efficacy theory- Cognitive Therapy and 
ni > 4, 39-66. 
gta Ds Blanchard, E. B. and Ritter, B- (1969) The relative efficacy 
affecti nsitization and modelling approaches for inducing behavioural 
chon and cognitive changes. Journal of Personality and Social 
Barlow ology, 13, 173-99. 
serie Hayes, S. C. and Nelson, R. O. ( 
Ba, ettin ner: Research and Accountability m Cli 
A 8S. Pergamon: New York. 
rative studies of mental - 


Chronic Headache. Springer: 


Bandy ) 
y of behaviour 


1984) The Scientist as 
nical and Educational 


Umeist 
retarda A. A. (1967) Problems in compa frente 
69-755 and normals. American Journal of Mental Deficiency, H, 
and variability of 


dequacy 

| Deficiency, 73, 477-83. 
(1984) Processing of 
on retarded and 


93, 433-47. 


aumei 
B erron A. A. (1968) Behavioural ina 
AUmeister ance. American Journal of Menta 
informa A. A., Runcie, D. and Gardepe, J- 
Tetard ation in iconic memory: differences between n 
ed subjects. Journal of Abnormal Psychology, 


308 Investigating Abnormal Behaviour 


Beaumont, J. G. (1983) An Introduction to Neuropsychology. Blackwell: 
Oxford. 

Beck, A. T. (1961) A systematic investigation of depression. Compre- 
hensive Psychiatry, 2, 163-70. 

Beck, A. T. (1967) Depression: Clinical Experimental and Theoretical 
Aspects. Hoeber: New York. 

Beck, A. T. (1976) Cognitive Therapy and the Emotional Disorders: 
International Universities Press: New York. 

Beck, A. T., Shaw, A. J., Bush, B. F. and Emery, G. (1979) Cognitive 
Therapy of Depression. Wiley: New York. 

Beck, A. T., Ward, C. H., Mendelson, M., Mock, J. E. and Erbaugh, J. K. 
(1962) Reliability of psychiatric diagnosis. American Journal of 
Psychiatry, 119, 351-7. 

Beiser, M. (1976) Personal and social factors associated with the remission 
of psychiatric symptoms. Archives of General Psychiatry, 33, 941-5. 

Bellack, A. S., Hersen, M. and Turner, S. M. (1978) Validity of role play 
tests. Are they valid? Behaviour Therapy, 9, 448-61. 

Belmont, J. M. (1966) Long term memory in mental retardation. In N.R. 
Ellis (ed.) International Review of Research in Mental Retardation, vol. 
1. Academic Press: New York. 3 

Bentin, S., Silverbeck, R. and Gordon, H. W. (1981) Asymmetrical 
cognitive retardation in demented and Parkinsonian patients. Cortex, 
17, 533—44. y 

Bergin, A. E. and Lambert, M. J. (1978) The evaluation of the therapeutic 
outcome. In S. L. Garfield and A. E. Bergin (eds) Handbook of 
Psychotherapy and Behavior Change: An Empirical Analysis, 2nd 
edn. New York: Wiley. ; 

Bernstein, D. A. and Neitzel M. T. (1977) Demand characteristics 10 
behaviour modification. The natural history of a nuisance. Progress in 
Behaviour Modification, 4, 119-62. 

Berrios, G. E. (1981) Delirium and confusion in the 19th century. A 
conceptual history. British Journal of Psychiatry, 139, 439-49. 

Berrios, G. E. (1983) The convulsive therapies. In G. E. Berrios and J. H- 
Dowson (eds) Treatment and Management in Adult Psychiatry: 
Bailliére Tindall: London. 

Berrios, G. E. and Dowson, J. H. (eds) (1983) Treatment and Management 
in Adult Psychiatry. Bailliére Tindall: London. 

Bihldorf, J. P., King, S. H. and Parnes, L. R. (1971) Psychological factors 
in headache. Headache, 11, 117-27. 

Bilsbury, C. and Morley, S. (1979) Obsessional slowness: a meticulous 
replication. Behaviour Research and Therapy, 17, 405-8. i 

Binney, W. E. and Murphy, D. L. (1973) The behavioral switch process 1" 
psychopathology. In J. Mendels (ed.) Biological Psychiatry. wiley: 
New York. 

Birch, H. G., Richardson, S. A., Baird, D., Horobin, G. and Illsley» R. 
(1970) Mental Subnormality in the Community: A Clinical a” 
Epidemiological Study. Williams & Wilkins: Baltimore. f; 

Birley, J. L. T. and Brown, G. N. (1970) Crises and life changes preceding 


Bibliography 309 


the onset or relapse of acute schizophrenia: clinical aspects. 
British Journal of Psychiatry, 116, 327-33. 

Bisiach, E., Luzatti, C. and Perani, D. (1979) Unilateral neglect, repre- 
sentational schema and consciousness. Brain, 102, 609-18. 

Blackburn, I. M. (1974) The pattern of hostility in depressive illness. 
British Journal of Psychiatry, 125, 141-5. 

Blackburn, I. M., Bishop, S., Glen, I. M., Whalley, L. J. and Christie, J. E. 
(1981) The efficacy of cognitive therapy in depression: a treatment 
trial using cognitive therapy and pharmacotherapy, each alone and in 
combination. British Journal of Psychiatry, 139, 181-9. 

Blanchard, E. B. and Andrasik, F. (1982) Psychological assessment and 
treatment of headache: recent developments and emerging issues. 
Journal of Consulting and Clinical Psychology, 50, 859-79. 

Blanchard, E. B., Andrasik, F., Ahles, T. A., Teders, S. J. and O’Keefe, 
D. (1980) Migraine and tension headache: a meta analytic review: 
Behaviour Therapy, 11, 613-31. 

Blanchard, E. B., Theobald, D. E., Williamson, D. A., Silver, B. V. and 
Brown, D. A. (1978) Temperature biofeedback in the treatment of 
migraine headaches. Archives of General Psychiatry, 35, 581-8. 

Blaxter, M. (1978) Diagnosis as category and process: the case of 
alcoholism. Social Science, 12, 9-17. 

Bloch, S. (1982) What is Psychotherapy? Oxford University Press: Oxford. 

Borkovec, T. D. (1973) The role of expectancy and physiological feedback 
in fear research: a review with special reference to subject character- 
istics. Behaviour Therapy, 4, 491-505. tt 

Borkovec, T. D. (1974) Heart rate process during systematic desensitiz- 
ation and implosive therapy for analog anxiety. Behavior Therapy, 
4, 636-41. 

Borkovec, T. D. (1978) Self efficacy: cause or reflection of behavioural 
change. Advances in Behaviour Therapy and Research, 1, 163-70. 
Borkovec, T. D. and Nau, S. D. (1972) Credibility of analogue therapy 
rationales. Journal of Behaviour Therapy and Experimental Psy- 

chiatry, 3, 257-60. 

Borkovec, T. D. and O'Brien, G. T. (1976) Methodological and target 
behavior issues in analogue therapy outcome research. In M. 
Hersen, R. M. Eisler and P. M. Miller (eds) Progress in Behavior 
Modification, 3. Academic Press: New York. 

Borkovec, T. D. and Rachman, S. (1979) The utility of analogue research. 
Behaviour Research and Therapy, 17, 253-62. ; 
Borkovec, T. D. and Sides, J. K. (1979) Critical procedure variables 

related to the physiological effects of progressive relaxation: a review. 
Behaviour Research and Therapy, 17, 119-26. 
Oudewyns, P. A. and Shipley, R. H. (1983) Flooding and Implosive 
Therapy: Direct Therapeutic Exposure in Clinical Practice. Plenum 
B Press: New York. AA 
oyd, C. J. and Weissman, M. M. (1982) Epidemiology. In E. S. Paykel 
(ed.) Handbook of Affective Disorders. Churchill Livingstone: 
Edinburgh. 


310 Investigating Abnormal Behaviour 


Brandon S. (1981) The history of shock treatment. In R. L. Palmer (ed.) 
Electroconvulsive therapy: An appraisal. Oxford University Press: 
Oxford. 

Braukman, C. J. and Fixen, D. L. (1975) Behavior modification with 
delinquents. Progress in Behavior Modification, 1, 191-234. 

Briscoe, C. W. and Smith, J. B. (1975) Depression in bereavement and 
divorce. Archives of General Psychiatry, 32, 439-43. 

Brown, G. W. and Birley, J. L. T. (1968) Crises and life changes and the 
onset of schizophrenia. Journal of Health and Social Behaviour, 9, 
203-14. 

Brown, G. W., Birley, J. L. T. and Wing, J. K. (1972) Influence of family 
life on the course of schizophrenic disorders: a replication. British 
Journal of Psychiatry, 121, 241-58. 

Brown, G. W. and Harris, T. (1978) The Social Origins of Depression. 
Tavistock: London. i 

Brown, G. W., Monck, E., Carstairs, G. M. and Wing, J. K. (1962) British 
Journal of Preventive and Social Medicine, 16, 55-68. 

Brown, G. W. and Prudo, R. (1981) Psychiatric disorders in a rural and an 
urban population: 1. Aetiology of depression. Psychological 
Medicine, 11, 581-99. 

Brown, G. W., Sklair, F., Harris, T. and Birley, J. L. T. (1973) Life events 
and psychiatric disorder: 2. Some methodological issues. Psycho- 
logical Medicine, 3, 74-8. 

Budzynski, T. H., Stoyva, J. M., Adler, C. S. and Mullaney, D. J. (1973) 
EMG Biofeedback and tension headache: a controlled outcome study- 
Psychosomatic Medicine, 35, 484-96. é 

Buss, A. H. and Lang, P. J. (1965) Psychological deficit in schizophrenia: r 
affect, reinforcement and concept attainment. Journal of Abnorma 
Psychology, 70, 2-24. d 

Byrne, D. G. (1981) Sex differences in the reporting of symptoms in the 
general population. British Journal of Clinical Psychology, 20, 83-95. 

Cadoret, R. J. (1978) Evidence of genetic inheritance of primary affective 
disorder in adoptees. American Journal of Psychiatry, 135, 463-6. 

Campbell, D. T. and Stanley, J. C. (1966) Experimental and quasi- 
experimental designs for research. Rand McNally: Chicago. 

Cantor, N., Smith, E. E., French, R. de S. and Mezzich, J. (1980) 
Psychiatric diagnosis as prototype categorisation. Journal of Ab- 
normal Psychology, 89, 181-93. wot 

Carney, M. W. P., Roth, M and Garside, R. F. (1965) The diagnosis 0 
depressive syndromes and the prediction of ECT response. Britis? 
Journal of Psychiatry, 111, 659-74. i 

Carney, M. W. P. and Sheffield, B. F. (1972) Depression and the Newcast!® 
scales: their relationship to Hamilton’s scale. British Journal 2 
Psychiatry, 121, 35-40. l 

Carroll, B. J. (1982) The dexamethasone suppression test for melancholia- 
British Journal of Psychiatry, 140, 292-304. nE 

Carroll, B., Curtis, C. G. and Mendells, J. (1976) Neuroendocr! j 
regulation in depression. Archives of General Psychiatry , 33, 10394" 


oe 


Bibliography 311 


Clark, D. M. and Teasdale, J. D. (1982) Diurnal variation in clinical 
depression and accessibility for positive and negative experiences. 
Journal of Abnormal Psychology, 91, 87-95. 

Clarke, A. D. B. and Clarke, A. M. (1977) Prospects of prevention and 
amelioration of mental retardation. American Journal of Mental 
Deficiency, 81, 523-33. 

Clarke, A. D. B. and Clarke, A. M. (1978) Prospects for prevention and 
amelioration of mental subnormality: an overview. In A. M. Clarke 
and A. D. B. Clarke (eds) Readings from Mental Deficiency: The 
Changing Outlook. Methuen: London. 

Clarke, A. D. B., Clarke, A. M. and Reiman, S. (1958) Cognitive and 
social changes in the feeble minded — three further studies. British 
Journal of Psychology, 49, 144-57. 

Clarke, A. D. B. and Hermelin, B. (1955) Adult imbeciles: their abilities 
and trainability. Lancet, 2, 337-9. 

Clarke, A. M. and Clarke, A. D. B. (1974a) Mental Deficiency: The 
Changing Outlook, 3rd ed. Methuen: London. 

Clarke, A. M. and Clarke, A. D. B. (1974b) Experimental studies: an 
Overview. In A. M. Clarke and A. D. B. Clarke (eds) Mental 
Deficiency: The Changing Outlook, 3rd edn. Methuen: London. 

Clarke, A. M. and Clarke, A. D. B. (1976) Early Experience: Myth and 
Evidence. Open Books: London. 

Clayton, P, J. (1982) Bereavement. In E. S. Paykel (ed.) Handbook of 
Affective Disorders. Churchill Livingstone: Edinburgh. 

Clayton, P, J. and Darvish, H. S. (1979) Course of depressive symptoms 
following the stress of bereavement. In J. D. Barrett (ed.) Stress and 
Mental Disorder. Raven Press: New York. F 

Clayton, P, J., Halikas, J. A. and Maurice, W. L. (1972) The depression of 
widowhood. British Journal of Psychiatry, 120, 71-8. 

Cochrane, N. and Nielson, M. (1977) Depressive illness: the role of 
aggression further considered. Psychological Medicine, 17, 283-8. 
Cofer, D, H. and Wittenborn, J. R. (1980) Personality characteristics of 

formerly depressed women. Journal of Abnormal Psychology, 89, 
309-14, 
Ohen, R. M., Weingartner, H., Smallberg, S. A., Pickar, D. and Murphy, 
D. L. (1982) Effort and cognition in depression. Archives of General 
Q Psychiatry, 39, 593-7. y 
Olby, K. M., Faught, W. S. and Parkison, R. C. (1979) Cognitive therapy 
of paranoid conditions: heuristic suggestions based on a computer 
e simulation model. Cognitive Therapy and Research, 3, 55-60. 
oleman, R, E, (1975) Manipulation of self-esteem as a determinant of 
mood of elated and depressed women. Journal of Abnormal Psy- 

Co }ology, 84, 693-700. i 

Olletti, G and Brownwell, K. D. (1982) The physical and emotional 
benefits of social support: applications to obesity, smoking and 
alcoholism. In M. Hersen, R. M. Eisler and P. M. Miller (eds) 

Co} rogress in Behaviour Therapy, 13. Academic Press: New York. 

theart, M., Patterson, K. and Marshall, J. C. (1980) Deep Dyslexia. 


312 Investigating Abnormal Behaviour 


Routledge & Kegan Paul: London. A 

Cook, T. D. and Campbell, D. T. (1979) Quasi-experimentation: Design 
and Analysis Issues for Field Settings. Rand McNally: Chicago. 

Cooper, J. E. (1983) Diagnosis and the diagnostic process. In M. Shepherd 
and O. L. Zangwill (eds) Handbook of Psychiatry, vol. 1: General 
Psychopathology. Cambridge University Press: Cambridge. 

Cooper, J. E., Kendell, R. E., Gurland, B. J., Sharpe, L., Copeland, J. R. 
M. and Simon, R. (1972) Psychiatric Diagnosis in New York and 
London. Oxford University Press: London. 

Corkin, S. (1968) Acquisition of motor skill after bilateral medial temporal 
lobe excision. Neuropsychologia, 6, 255-65. s 
Corsini, R. J. (1981). Handbook of Innovative Psychotherapies. Wiley: 

New York. 

Costello, C. G. (1970) Symptoms of Psychopathology. Wiley: New York. 

Costello, C. G. (1972) Depression: loss of reinforcement or loss of 
reinforcer effectiveness. Behavior Therapy, 3, 240-7. r 

Costello, C. G. (1978) A critical review of Seligman’s laboratory experi- 
ments in learned helplessness and depression in humans. Journal of 
Abnormal Psychology, 87, 21-31. 4 

Costello, C. G. (1982a) Social factors associated with depression: 4 
retrospective community study. Psychological Medicine, 12, 329-39. 

Costello, C. G. (1982b) Fears and phobias in women: a community study- 
Journal of Abnormal Psychology, 91, 280-6. . 

Coyne, J. C. and Gotlib, I. H. (1983) The role of cognition in depression: a 
critical appraisal. Psychological Bulletin, 94, 472-505. 3 3 

Craft, M. (1979) Tredgold’s Mental Retardation, 12th ed. Baillière Tindall: 
London. eal 

Craig, T. K. J. and Brown, G. W. (1984) Life events, meaning and phys 
illness: a review. In A. Steptoe and A. Mathews (eds) Health Care an 
Human Behaviour. Academic Press: London. 4 

Craik, F. I. M. and Lockhart, R. S. (1972) Levels of processing: ê 
framework for memory research. Journal of Verbal Learning at 
Verbal Behaviour, 11, 671-84. -onal 

Creer, C. and Wing, J. K. (1974) Schizophrenia at Home. Nationa 
Schizophrenia Fellowship: Surrey. il 

Crome, L. (1960) The, brain and mental retardation. British Medica 
Journal, 1, 897-904. 

Crome, L. and Stern, J. (1972) Pathology of Mental Retardation, 2nd edn: 
Churchill Livingstone: Edinburgh. cm 

Curran, D., Partridge, M. and Storey, P. (1980) Psychological Medicine- 
Churchill Livingstone: Edinburgh. 

Davidson, M. (1939) Studies in the application of mental tests to psycho 
patients. British Journal of Medical Psychology, 18, 44-52. A 

Davis, H. and Unruh, W. R. (1981) The development of the self-schemā 
adult depression. Journal of Abnormal Psychology, 90, 125-33. 

Davis, J. M. (1975) Overview: maintenance therapy in psychiatry: ~ 
Schizophrenia. American Journal of Psychiatry, 132, 1237-45. ak 

Davison, G. C. and Neale, J. M. (1982) Abnormal Psychology, 2nd € 


tic 


Bibliography 313 


Wiley: New York. 

Davison, G. C. (1968) Systematic desensitization as a counterconditioning 
process. Journal of Abnormal Psychology, 73, 91-9. 

Depue, R. A. and Monroe, S. M. (1978a) The unipolar-bipolar distinction 
in the depressive disorders. Psychological Bulletin, 85, 1001-9. 

Depue, R. A. and Monroe, S. M. (1978b) Learned helplessness in the 
perspective of the depressive disorder: conceptual and definitional 
issues. Journal of Abnormal Psychology, 87, 3-20. 

Derry, P. A. and Kuiper, N. A. (1981) Schematic processing and self- 
reference in clinical depression. Journal of Abnormal Psychology, 90, 
286-97. 

Detterman, D. K. (1979) Memory in the mentally retarded. In N. R. Ellis 
(ed.) Handbook of Mental Deficiency: Psychological Theory and 
Research. Lawrence Erlbaum: Hillsdale, New Jersey. 

Detre, T., Himmelhoch, J., Swatzburg, M., Anderson, C. M., Byck, R. 
and Kupfer, D. J. (1972) Hypersomnia and manic-depressive disease. 

_ American Journal of Psychiatry, 128, 1303-5. ¢ 

Dickinson, A. (1980) Contemporary Animal Learning Theory. Cambridge 

1 University Press: Cambridge. 

Diehr, P., Diehr, G., Loepsell, T., Wood, R., Beach, K., Wolcott, B. and 

Tompkins, R. K. (1982) Cluster analysis to determine headache types. 
_ Journal of Chronic Diseases, 35, 623-33. 

i Loreto, A. O. (1971) Comparative Psychotherapy: 
Analysis. Aldine Atherton: Chicago. 
Onnelly, E. F., Murphy, D. L., Goodwin, 

(1982) Intellectual function in primary a 
Journal of Psychiatry, 140, 633-6. f & 
unbar, G. C. and Lishman, W. A. (1984) Depression recognition 
Memory and hedonic tone: a signal detectional analysis. British 
Journal of Psychiatry, 144, 376-82. 
astman, C. (1976) Behavioural formulation of 
Bay eviews 83, 277-91. 7 
aves, G. and Rush, A. J. (1984) Cogniti 
remitted unipolar depressives. Journa 
3140. 

Eccleston, D. (1982) The biochemistry of affective disorders. British 

Bley tral of Hospital Medicine, 27, 627-30. ees 6) 
nberger, H. F. (1970) The Discovery of the Unconscious: The History 

Elli and Evolution of Dynamic Psychiatry. Basic Books: New York. 

is, A. (1977) The basic clinical theory of rational emotive therapy. In A. 

Ellis and R. Grieger (eds) Handbook of Rational Emotive Therapy. 


Bri, Ptinger: New York. 
th A. (1980) Rational 
erapy: similarities and differences. 
li 4, 325-40. EAN 
'SNLR. (1963) The stimulus trace and behavioural inadequacy. InN. R. 
Bigs (ed.) Handbook of Mental Deficiency. McGraw-Hill: New York. 
N.R. (1969) A behavioural research strategy 1n mental retardation: 


An Experimental 


F. K. and Waldman, I. N. 
ffective disorder. British 


depression. Psychological 


ve patterns in symptomatic and 
| of Abnormal Psychology, 93, 


-emotive therapy and cognitive behaviour 
Cognitive Therapy and Research, 


` à N 


314 Investigating Abnormal Behaviour 


defence and critique. American Journal of Mental Deficiency, 73, 
557-66. 

Ellis, N. R. (1970) Memory processes in retardates and normals. In N.R- 
Ellis (ed.) International Review of Research in Mental Retardation, 4, 
Academic Press: New York. 

Ellis, N. R. (1979) Handbook of Mental Deficiency: Psychological Theory 
and Research. Laurence Erlbaum: Hillsdale, New Jersey. ? 
Ellis, N. R., Deacon, J. R., Harris, L. A., Poor, A., Ankers, D., Diorio, M. 
S., Watkins, R. S., Boyd, B. D. and Cavalier, A. R. (1982) Learning, 
memory and transfer in profoundly, severely and moderately mentally 
retarded persons. American Journal of Mental Deficiency, 87, 186-96- 

Endicott, J. and Spitzer, R. L. (1978) A diagnostic interview: the schedule 
for affective disorders and schizophrenia. Archive of General 
Psychiatry, 35, 837-44. ; 

Evans, I. M. (1973) The logical requirement for explanations of systematic 
desensitization. Behaviour Therapy, 4, 506-14. 

Everitt, B. S. (1972) Cluster analysis: a brief discussion of some of the 
problems. British Journal of Psychiatry, 120, 143-5. I 

Eysenck, H. J. (1952) The effects of psychotherapy: an evaluation. Journal 
of Consulting Psychology, 16, 319-24. 

Eysenck, H. J. (1960) The effects of psychotherapy. In H. J. Eysenck (ed.) 
Handbook of Abnormal Psychology. Pitman Medical: London. h 

Eysenck, H. J. (1970) The classification of depressive illness. Britis 
Journal of Psychiatry, 117, 241-50. 

Eysenck, H. J. (1973) Handbook of Abnormal Psychology, 2nd edn. 
Pitman: London. z 

Eysenck, H. J. (1978) An exercise in mega-silliness. American Psy 
chologist, 33, 517. ! sigh 

Eysenck, H. J. (1980) Mischel and the concept of personality. Brit 
Journal of Psychology, 71, 191-204. A 

Eysenck, H. J. and Wilson, G. D. (1973) A Textbook of Humai! 
Psychology. MTP: Lancaster. d 

Falloon, I., Boyd, J., McGill, C. W., Razini, J., Moss, H- B. ane 
Gilderman, A. M. (1982) Family management in the prevention 
exacerbations of schizophrenia: a controlled study. New Englan 
Journal of Medicine, 306, 1437-40. versity. 

Farrell, B. A. (1981) The Standing of Psychoanalysis. Oxford Universi 
Press: Oxford. ility 

Fava, G. A., Kellner, R., Munari, F. and Pavan, L. (1982) Losses, hossa 
and depression. Journal of Nervous and Mental Diseases, 170, 7 ry 

Faverilli, C. and Poli. E. (1982) Stability of the diagnosis of pe Xe 
affective disorder: a four-year follow-up study, Journal of Affee 
Disorders, 4, 35-9. y G 

Feighner, J. P., Robins, E., Guze, S. B., Woodruff, R A., Winoky e 
and Munoz, R. (1972) Diagnostic criteria for use in psychiê 
research. Archives of General Psychiatry, 26, 57-63. tion- 

Fennell, M. J. V. and Campbell, E. A. (1984) The cognitions ques 


ad 
naire: specific thinking errors in depression. British Journal of Clinte 


Bibliography 315 


Psychology, 23, 81-92. 

Ferster, C. B. (1973) A functional analysis of depression. American 
Psychologist, 28, 857-70. 

Feuerstein, M., Bush, C. and Corbisiero, R. (1982) Stress and chronic 
headache: a psychophysiological investigation. Journal of Psycho- 
somatic Research, 26, 167-82. 

Flynn, W. R. (1962) On the psychology of the shaking palsy. Psychiatry 
Quarterly, 36, 203-21. 

Foulds, G. A. (1952) Temperamental differences in maze performance. 
Part II. The effect of distraction and electroconvulsive therapy on 
psychiatric retardation. British Journal of Psychology, 43, 33-41. 

Foulds, G. A., Caine, T. M. and Creasy, M. A. (1960) Aspects of extra-and 
intro-punitive expression in mental illness. Journal of Mental Science, 
106, 599-610. i 

Frank, J. D. (1973) Persuasion and Healing: A Comparative Study of 
Psychotherapy, 2nd edn. Johns Hopkins University Press: London. 

Frank, J. D. (1974) Therapeutic components of psychotherapy. A Be year 
progress report. Journal of Nervous and Mental Diseases, 159, 325-42. 

Frankl, V. E. (1962) Man’s Search for Meaning. Beacon Press: Boston. 

Freud, S. (1917) Mourning and melancholia. In Collected Papers, 4. 
Hogarth Press: London. "i a 

Freud, S. ( 1921) Group psychology and the analysis of the ego. In J. 
Strachey (ed.) Standard Edition, 14. Hogarth Press: rongoa te 

Freud, S. (1922), Introductory Lectures on Psychoanalysis. Hogarth Press: 
London. 

Freud, S. (1923) The Ego and the Id. In J. Strachey 
19, 12-66. Hogarth Press: London. i 

Freud, S. and es J. (1974) Studies on Hysteria. Penguin: Harmonds- 
worth. (Fi ished 1895. ; 

riar, L. R, Bi Doty Ge are management by trained Fea 
of vasoconstriction. Journal of Consulting and Clinical Psychology, 
44, 46-53, ; 

riedman, AP, De Sola Pool, N. and Van Storch, T. J.C. (1953) Tension 

_ headache. Journal of the American Medical Association, ius : if 

tiedman, A. P., Finley, K. M., Graham, J. R., Kunkle, E. C., Ox ea 
A. M. and Wolff, H. G. (1962) Classification of headache. The 
Hoc Committee on the classification al Journal of the 
Ameri i iation, 179, 117-19. : 

Fromm, rand Schophosner dae) Neuropsychological test perform- 
pice in depression patients before and after drug therapy. Biological 
Sychiat 4 

Fromm-Reichenan, 2 70939) Contributions to the psychogenesis of 

Fros, Braine. Psychoanalytic Review, 24, 26-33. HD ei, 
St, N. R. and Clayton, P. J. (1977) Bereavement and psychiatric 
Ga hospitalization. Archives of General Psychiatry, 34, 1172-5. 
tchel, R, J., Paulus, R. B. and Maples, C. W. (1975) Learned 
helplessness and self-reported affect. Journal of Abnormal Psy- 


chology, 84, 589-620. 


(ed.) Standard Edition, 


316 Investigating Abnormal Behaviour 


Gauthier, J., Doyon, J., Lacroix, R. and Drolet, M. (1983) Blood volume 
pulse biofeedback in the treatment of migraine headache: a controlled 
evaluation. Biofeedback and Self Regulation, 8, 427-42. 

Gelder, M. G., Bancroft, J. H. H., Gath, D. H., Johnson, D. W., Mathews 
A. M. and Shaw, P. M. (1973) Specific and non-specific factors in 
behaviour therapy. British Journal of Psychiatry, 123, 445-62. 

Gibbons, J. L. (1968) Biochemistry of the affective illness. Hospital 
Medicine, 2, 1164-71. 

Glanzer, M. and Cunitz, A. R. (1966) Two storage mechanisms in free 
recall. Journal of Verbal Learning and Verbal Behaviour, 5, 351-60. 

Glass, G. V. and Kliegl, R. M. (1983) An apology for research integration 
in the study of psychotherapy. Journal of Consulting and Clinical 
Psychology, 51, 28-41. 

Goldstein, G. (1984) Neuropsychological assessment of psychotic patients. 
In G. Goldstein (ed.) Advances in Clinical Neuropsychology, vol. 1. 
Plenum Press: New York. F 

Goldstein, J. M. and Caton, C. L. M. (1983) The effects of the community 
environment on chronic psychiatric patients. Psychological Medicine, 
13, 193-9. 

Goldstein, $. G., Filskov, S. B., Weaver, L. A: and Ives, J. A. (1977) 
Neuropsychological effects of electroconvulsive therapy. Journal of 
Clinical Psychology, 33, 798-806. 

Goldstein, G. and Shelly, C. (1981) Does the right hemisphere age more 
rapidly than the teft? Journal of Clinical Neuropsychology, 3, 65-78 

Golin, S., Sweeney, P. D. and Shaeffer, D. E. (1981) The causality of 
causal attributions in depression: a cross-lagged panel correlation@ 
analysis. Journal of Abnormal Psychology, 90, 14-22. 

Goodwin, A. M. and Williams, J. M. G. (1982) Mood induction research — 
its implications for clinical depression. Behaviour Research an 
Therapy, 20, 373-82. 

Grad de Alarcon, J., Sainsbury, P. and Costain, W. R. (1975) Incidence 
referred mental illness in Chichester and Salisbury. Psychologica 
Medicine, 5, 32-54. 

Graham, D. T. (1972) Psychosomatic medicine. In N. S. Greenfield and P 
A. Sternbach (eds) Handbook of Psychophysiology. Holt, Rinehart 
Winston: New York. 

Graham, J. R. and Wolff, H. G. (1938) Mechanism of migraine headache 
and action of ergotamine tartrate. Archives of Neurology ^" 
Psychiatry, 39, 737-63. 

Grant, L., Yager, J., Sweetwood, H. L: and Olshen, R. (1982) Life eve 
and symptoms. Fourier analysis of three series for a three yea 
prospective inquiry. Archives of General Psychiatry, 39, 598-605. a 

Gray, J. A. (1982) The Neuropsychology of Anxiety: An Inquiry into t a 
Functions of the Septo-hippocampal System. Oxford University Pres* 
Oxford. B 

Greden, J. F., Azbala, A. A., Smokler, J. A., Gardner, R. and Carroll, a 
J. (1981) Speech pause time: a marker of psychomotor retarda’” 
amongst endogenous depressives. Biological Psychiatry, 16, 851-7 


of 


nts 


ih; 


Bibliography 317 


Greden, J. F. and Carroll, B. J. (1980) Decrease in speech pause times with 
treatment of endogenous depression. Biological Psychiatry, 15, 575— 
87. 

Grosz, H. J. and Zimmerman, J. (1965) Experimental analysis of hysterical 
blindness. Archives of General Psychiatry, 13, 256-60. 

Groves, P. M. and Thompson, R. F. (1970) Habituation: a dual process 
theory. Psychological Review, 77, 419-59. 

Hall, K. R. L. and Stride, E. (1954) Some factors affecting reaction times to 
auditory stimuli in mental patients. Journal of Mental Science, 100, 
462-77, 

Hallam, R. (1978) Agoraphobia: a critical review of the concept. British 
Journal of Psychiatry, 133, 314-19. Ri 

Hallam, R. (1983) Agoraphobia: deconstructing a clinical syndrome. 
Bulletin of the British Psychological Society, 36, 337-40. 

Hamilton, M. (1960) A rating scale for depression. Journal of Neurology, 
Neurosurgery and Psychiatry, 23, 56-62. ' ; 

Hamilton, M. (1974) Fish’s Clinical Psychopathology. Wright: Bristol. 

Hankoff, L. D. (1982) Suicide and attempted suicide. In E. S. Paykel (ed.) 
Handbook of Affective Disorders. Churchill Livingstone: Edinburgh. 

Hargreaves, I. R. (1982) ‘A Test of the Reformulated Learned Helpless- 
Ness Model of Depression’. Unpublished dissertation: University of 
Aberdeen, Scotland. P 

Harlow, H. F. (1949) The formation of learning sets. Psychological Review, 
56, 51-65. 

Hayes, K. J. (1953) The backward curve: a method for the study of 
learning. Psychological Review, 60, 269-75. RAN 

Heaton, R. R. and Crowley, C. (1981) Effects of psychiatric disorders and 
their somatic treatments on neuropsychological test results. In S. B. 
Filskov and T. J. Boll (eds) Handbook of Clinical Neuropsychology. 
Wiley: New York. 

edges, L, V, (1982) Estimation of 
experiments. Psychological Bulletin, 92, 490-9. 

Heilman, K, M. and Valenstein, E. (1979) Clinical Neuropsychology. 

Hei Oxford University Press: Oxford. 

eiser, J, F., Colby, K.M., Faught, W. S. a i Ne 

Psychiatrists distinguish a computer simulation of paranoia from the 

Hen yal thing? Journal of Psychiatric Research, 15, 149-62. : 

€nderson, A. S. and Moran, P. A. P. (1983) Social relationships during 
the onset and remission of neurotic symptoms. A prospective 

H community study. British Journal of Psychiatry, 143, 467-72. 

énderson al relationships, adversity and neurosis: an 
> S. (1981) Social rel ps, ad ; 
analysis of prospective observations. British Journal of Psychiatry, 
en 738, 391-8. ' 
Epron S., Byrne, D. G. and Duncan 
e Social Animal. Academic Press: Sydney: 

Henry, G. M., Weingartner, H. and Murphy, D. L. (1973) Influence of 
affective states and psychoactive drugs on verbal learning and 
memory. American Journal of Psychiatry, 130, 966-71. 


effect size from a series of independent 


S. and Parkinson, R. C. (1979) Can 


“Jones, P. (1981) Neurosis and 


a 
318 Investigating Abnormal Behaviour 


Henryk-Gutt, R. and Rees, W. L. (1973) Psychological aspects of | 
migraine. Journal of Psychosomatic Research, 17, 141-53. 

Hersen, M. and Barlow, D. H. (1984) Single Case Experimental Designs: 
Strategies for Studying Behaviour Change in the Individual, 2nd edn. | 
Pergamon Press: Oxford. 

Hinchliffe, M. K., Lancashire, M. and Roberts, F. J. (1971) Depression: Í 
defence mechanisms in speech. British Journal of Psychiatry, 118, 
471-2. 

Hodgson, R. J. and Rachman, S. (1974) Desynchrony in measures of fear. 
Behaviour Research and Therapy, 12, 319-26. 

Hogarty, G. E., Goldberg, S. C. and Collaborative Study Group (1973) | 
Drug and sociotherapy in the aftercare of schizophrenic patients. 
Archives of General Psychiatry, 28, 54-64. 

Hogarty, G. E., Goldberg, S. C., Schooler, N. R., Ulrich, R. F. and 
Collaborative Study Group (1974a) Drug and sociotherapy in the | 
aftercare of schizophrenic patients: II. Two year relapse rates. | 
Archives of General Psychiatry, 31, 603-608. 

Hogarty, G. E., Goldberg, S. C., Schooler, N. R. and Collaborative Study 
Group (1974b) Drug and sociotherapy in the aftercare of schizo- 
phrenic patients: III. Archives of General Psychiatry, 31, 609-18. 

Holden, E. A. (1971) Sequential dot presentation measures of sc 
trace in retardates and normals. In N. R. Ellis (ed.) Internationa 
Review of Research in Mental Retardation, 5. Academic Press: New 
York. 3 | 

Holmes, T. H. and Rahe, R. H. (1967) The social readjustment rating 
scale. Journal of Psychosomatic Research, 11, 213-18. h 

Holroyd, K. A. and Andrasik, F. (1982) A cognitive-behavioural approac 
to recurrent tension and migraine headache. In P. C. Kendall (ed.) 
Advances in Cognitive-Behavioural Research and Therapy: 
Academic Press: New York. io 

Holroyd, K. A. and Penzien, D. B. (1983) EMG biofeedback and ene 
headache: therapeutic mechanisms. In K. A. Holroyd, B. Schlote an 
H. Zenz (eds) Perspectives in Research on Headache. Hogrefe: Ne 
York. 

Hoon, P. and Lindsley, O. (1974) A comparison of behaviour am 
traditional therapy publication activity. American Psychologist, 2” 
694-7. | 7 

Hugdahl, K. (1981) The three-systems model of fear and emotion — 
critical examination. Behaviour Research and Therapy, 19, 75-85. 

Hunter, I. M. L. (1962) An exceptional talent for calculative thinking: 
British Journal of Psychology, 53, 243-58. ent 

Hunter, M. (1983) The Headache Scale: a new approach to the assessm 
of headache pain based on pain descriptions. Pain, 16, 361-73- Gn 

Hunter, M. and Philips, C. (1981) The experience of headache: ; 
assessment of the qualities of tension headache pain. Pain, 10, 20 

Johnson, O. and Crockett, D. (1982) Changes in perceptual asymmet 
with clinical improvement of depression and schizophrenia. Journa } | 
Abnormal Psychology, 91, 45-54. 


Bibliography 319 


Kaganov, J. A., Bakal, D. A. and Dunn, B. E. (1981) The differential 
contribution of muscle contraction and migraine symptoms to problem 
headache in the general population. Headache, 21, 157-63. 

Kanfer, F. M. and Hagarman, S. (1981) The role of self-regulation. In 
Rehm (ed.) Behaviour Therapy for Depression. Academic Press: New 
York. 

Kazdin, A. E. (1977) The Token Economy: A Review and Evaluation. 
Plenum Press: London. 

Kazdin, A. E. (1979) Therapy outcome questions requiring control of 
credibility and treatment generated expectancies. Behaviour Therapy, 
10, 81-93. 

Kazdin, A. E. (1980) Covert and overt rehearsal and elaboration during 
treatment in the development of assertive behaviour. Behaviour 
Research and Therapy, 18, 191-202. 

Kazdin, A. E. (1982a) Single case research designs: methods for clinical and 
applied settings. Oxford University Press: New York. 

Kazdin, A. E. (1982b) Symptom substitution, generalization and response 
covariation: implications for psychotherapy outcome. Psychological 
Bulletin, 91, 349-65. "ETOD 

Kazdin, A. E. and Kopel, S. A. (1975) On resolving ambiguities in the 
multiple baseline design: problems and recommendations. Behaviour 
Therapy, 6, 601-8. whee 

Kazdin, A. E. and Wilcoxon, L. A. (1976) Systematic desensitization and 
nonspecific treatment effects: a methodological evaluation. Psycho- 
logical Bulletin, 83, 729-58. 

Kazdin, A. E. and Wilson, G. T. (1978) Eva 
Ballinger: Massachusetts. 

Kearns, NP. , Cruickshank, K. J., McGuigan, K.J., Riley, S. A., Shaw, S. 
P. and Snaith, R. P. (1982) A comparison of depression rating scales. 
British Journal of Psychiatry, 141, 45-9. f 

Kendall, P. C. (1983) Methodology and cognitive-beh 
Behavioural Psychotherapy, 11, 285-301. 

Kendell, R. E. (1968) The Classification of 

K University Press: London. yi 

endell, R. E. (1975) The Role of Diagnosis in Psyc. 
London. 

Kendell, R. E. (1976) The classi 

Ken contemporary confusion. British 


uation of Behaviour Therapy. 


avioural assessment. 
Depressive Illness. Oxford 


hiatry. Blackwell: 


fication of depressions: a review of 
Journal of Psychiatry, 129, 15-28. 
dell, R. E. inciples of classification in relation to mental 
N Shen A O. L. Zangwill (eds), Handbook of 
Psychiatry: 1. General Psychopathology: Cambridge University Press: 
ambridge. 

ell, R. E. and Gourlay, 
Psychotic and neurotic depression. 


Kena J. (1970) The clinical distinction between 


British Journal of Psychiatry, 117, 


Kendrick, D. C., Parboosingh, R. C. and Post, F. (1965) A synonym 


learning test for use with elderly psychiatric subjects: a validation 


Ken Study. British Journal of Social and Clinical Psychology, 4, 63-71. 


ts R. N., O’Leary, K. D., Diamment, C. and Dietz, A. (1974) 


320 Investigating Abnormal Behaviour 


Expectation biases in observational evaluation of therapeutic 
change. Journal of Consulting and Clinical Psychology, 42, 774-80. i 

Kewman, D. and Roberts, A. H. (1980) Skin temperature biofeedback and | 
migraine headache: a double blind study. Biofeedback and Self 
Regulation, 5, 327-45. | 

Kiloh, L. G. (1982) Electroconvulsive therapy. In E. S. Paykel (ed.) Í 
Handbook of Affective Disorders. Churchill Livingstone: Edinburgh. 

Kiloh, L. G., Andrews, G., Neilson, M. and Bianchif, G. N. (1972) The | 
relationship of the syndromes called endogenous and neurotic depres- 
sion. British Journal of Psychiatry, 121, 183-96. 

Kiresuk, T. J. and Sherman, R. E. (1968) Goal attainment scaling: 4 | 
general method for evaluating comprehensive mental health pro- | 
grams. Community Mental Health Journal, 4, 443-53. 

Kirsch, I. (1982) Efficacy expectations or response predictions: the | 
meaning of self efficacy ratings as a function of task characteristics. | 
Journal of Personality and Social Psychology, 42, 132-6. 

Kirsch, I., Tennen, H., Wickless, C., Saccone, A. J. and Cody, S. (1983) 

The role of expectancy in fear reduction. Behaviour Therapy, 14, 
520-32. 

Kirschenbaum, H. (1979) On Becoming Carl Rogers. Delacorte Press: New | 
York. | 

Klausmeier, H. J., Feldhusen, J. and Check, J. (1959) An Analysis of 
Learning Efficiency in Arithmetic of Mentally Retarded Children 1" 
Comparison with Children of Average and High Intelligence. Uni- ! 
versity of Wisconsin Press: Madison. 

Kreitman, N. (1961) The reliability of psychiatric diagnosis. Journal of | 
Mental Science, 107, 876-86. } 

Kuipers, L., Sturgeon, D., Berkowitz, R. and Leff, J. (1983) Ghee 
istics of expressed emotion: its relationship to speech and lookin g! 
schizophrenic patients and their relatives. British Journal of Clinica 
Psychology, 22, 257-64. k 

Kupfer, D. J., Himmelhoch, J. M., Swartburg, M., Anderson, C., Bye é 
R. and Detre, T. P. (1972) Hypersomnia in manic depressive diseas' 
(a preliminary report). Diseases of the Nervous System, 33, 720-*- 

Kupfer, D. J., Weiss, B. L., Foster, F. G., Detre, T. P., Delgado, J. 2% 
McPartland, R. (1974) Psychomotor activity in affective states 
Archives of General Psychiatry, 30, 765-8. the 

Kurtz, R. R. and Grummon, D. L. (1972) Differential approaches to | 
measurement of therapist empathy and their relationship to thorh 
outcomes. Journal of Consulting and Clinical Psychology, 39, 106- z 

Lader, M. H. (1975) The Psychophysiology of Mental Illness. Routledge 
Kegan Paul: London. 

Lader, M. H. (1980) Introduction to Psychopharmacology. Scop 
ations, Upjohn: Kalamazoo. 

Lader, M. H. and Mathews, A. (1968) A physiological model of ph? 
anxiety and desensitization. Behaviour Research and Therapy» ° — 
411-21. | 


e public- 


bic 


; 5 
Lader, M. H. and Wing, L. (1966) Physiological Measures, Sedative Drug: 


Bibliography 321 


and Morbid Anxiety. Oxford University Press: London. 

Lambert, M., De Julio, S. and Stein, D. (1978) Therapist interpersonal 
skills. Psychological Bulletin, 83, 467-89. 

Lance, J. W. (1982) Mechanism and Management of Headache, 4th edn. 
Butterworth: London. 

Lang, P. J. (1979) A bio-informational theory of emotional imagery. 
Psychophysiology, 16, 495-511. 

Lang, P. J. and Buss, A. H. (1965) Psychological deficit in schizophrenia: 
II. Interference and activation. Journal of Abnormal Psychology, 70, 
77-106. 

Lang, P. J. and Lazovik, A. D. (1963) Experimental desensitization of a 
phobia. Journal of Abnormal and Social Psychology, 66, 519-25. 
Lang, P. J., Lazovik, A. and Reynolds, D. (1966) Desensitization, 
suggestibility and pseudotherapy. Journal of Abnormal Psychology, 

70, 395—402. 

Lang, P. J., Melamed, B. G. and Hart, J. (1970) A psychophysiological 
analysis of fear modification using an automated desensitization 
procedure. Journal of Abnormal Psychology, 76, 220-34. : 

Lang, R. J. and Frith, C. D. (1981) Learning and reminiscence in the 
pursuit rotar performance of normal and depressed subjects. Person- 
ality and Individual Differences, 2, 207-13. i 

Lazarus, A. (1968) Learning theory and the treatment of depression. 
Behaviour Research and Therapy, 6, 83-9. 

Leff, J. P. (1978) The social and psychological causes ofthe acute attack. In 
J. K. Wing (ed.) Schizophrenia: Towards a New Synthesis. Academic 
Press: London. t, 

Leff, J. P. (1982) Chronic syndromes ofschizophrenia. In J. K. Wing and L. 
Wing (eds) Handbook of Psychiatry: A Psychoses of Uncertain Origin. 
Cambri iversity Press. Cambridge. 

Leff, J., r NETOA R., Vaughn, C. a Sturgeon, D. (1983) 
Life events, relatives’ expressed emotion an maintenance neuro- 
leptics in schizophrenic Bs Psychological Medicine, 13, 799-806. 

Leff, J., Kuipers, L., Berkowitz, R., Eberlein Vreis, R. and Sturgeon, D. 
(1982) A controlled trial of social intervention 1n the families of 
schizophrenic patients. British Journal of Psychiatry, 141, 121-34. 

Levis, D, J. and Hare, N. (1977) A review of the theoretical rationale and 
empirical support for the extinction approach of implosive (flooding) 
therapy. Progress in Behavioural Modification, 4, 300-76. 

€winsohn, P. M., Steinmetz, J. L., Larson, D. W. and Franklin, Y. (1981) 
Depression related cognitions: antecedents or consequences. Journal 

o. 213-19. 
ao oan PIRE I and Alper, T. A. (1970) A behavioural 


approach to the group treatment of depressed persons: a methodo- 


logical contribution. Journal of Clinical P. sychology, 26, 525-32. 
i n; their clinical and aetiological 


is, A. (1938) States of depressio. ei 

L differentiation. British Medical Journal. ii, 875-8. 
€Y, P. (1972) The reliability of psychiatric diagnosis: some new thoughts. 

British Journal of Psychiatry, 121, 41-3. 


Lew, 


322 Investigating Abnormal Behaviour 


Ley, P. (1977) Psychological studies of doctor-patient communication. In 
S. Rachman (ed.) Contributions to Medical Psychology, 1, Pergamon 
Press: Oxford. 

Lick, J. and Bootzin, R. (1975) Expectancy factors in the treatment of fear: 
methodological and theoretical issues. Psychological Bulletin, 82, 
917-31. 

Lindsay, W. R. (1982) The effects of labelling: blind and non-blind ratings 
of social skills in schizophrenic and non-schizophrenic control 
subjects. American Journal of Psychiatry, 139, 216-19. 

Linford-Rees, W. (1976) A Short Textbook of Psychiatry. Hodder & 
Stoughton: London. 

Lishman, W. A. (1972a) Selective factors in memory: Part 1. Age, sex and 
personality attributes. Psychological Medicine, 2, 121-38. f 

Lishman, W. A. (1972b) Selective factors in memory: Part 2. Affective 
disorder. Psychological Medicine, 2, 248-53. 

Lloyd, C. (1980a) Life events and depressive disorder reviewed: I. Events 
as predisposing factors. Archives of General Psychiatry, 37, 529-35. 

Lloyd, C. (1980b) Life events and depressive disorder reviewed: II. Events 
as precipitating factors. Archives of General Psychiatry, 37, 541-8. $ 

Luborsky, L., Singer, G. and Luborsky, L. (1975) Comparative studies 1n 
psychotherapy: Is it true that ‘everyone has won and all must have 
prizes’? Archives of General Psychiatry, 32, 995-1008. 

Luborsky, L. and Spence, D. P. (1978) Quantitative research of psycho- 
analytic psychotherapy. In S. L. Garfield and A. E. Bergin (eds) 
Handbook of Psychotherapy and Behaviour Change, 2nd edn. Wiley: 
Chichester. 

Lucas, R. N. (1977) Migraine in twins. Journal of Psychosomatic Research, 
20, 21-34, To 

Lyons, H. A. (1972) Depressive illness and aggression in Belfast. British 
Medical Journal, 1, 342-4. 

McAllister, T. W. (1981) Cognitive functioning in the affective disorders. 
Comprehensive Psychiatry, 22, 527-86. 

Mackay, A.V. P. (1983) Antischizophrenic drugs. In G. E. Berrios and J. 
H. Dowson (eds) Treatment and Management in Adult Psychiatry- 
Baillière Tindall: London. 5 

Mackintosh, N. J. (1974) The Psychology of Animal Learning. Academic 
Press: New York. d 

Mackintosh, N. J. (1983) Conditioning and Associative Learning. Oxfor 
University Press: Oxford. 4 

Malan, D. (1963) A Study of Brief Psychotherapy. Tavistock Press: 
London. 

Malan, D. (1976) The Frontier of Brief Psychotherapy. Plenum Press: New 
York. 4) 

Marshall, J. (1978) Cerebral blood flow in migraine. In R. Greene (ed. 
Current Concepts in Migraine Research. Raven Press: New York. 

Martin, J. J., Rome, H. P. and Svenson, W. M. (1967) Muscle contraction 
headache: a psychiatric review. Research and Clinical Studies 1 
Headache, 1, 184-204. 


Bibliography 323 


Marzillier, J. S. (1980) Cognitive therapy and behavioural practice. 
Behaviour Research and Therapy, 18, 249-58. 

Maslow, A. H. (1962) Toward a Psychology of Being. Van Nostrand: New 
York. 

Mason, C. F. (1956) Pre-illness intelligence of mental hospital patients. 
Journal of Consulting Psychology, 20, 297-300. 

Mathews, A. M. (1978) Fear reduction research and clinical phobias. 
Psychological Bulletin, 85, 390-404. 

Maxwell, A. E. (1971) Multivariate statistical methods and classification 
problems. British Journal of Psychiatry, 119, 121-7. 

Maxwell, H. (1966) Migraine: Background and Development. Wright: 
Bristol. 

May, R. (1960) Existential Psychology. Random House: New York. 

Meichenbaum, D. (1977) Cognitive-Behaviour Modification: An Inte- 
grative Approach. Plenum Press: New York. 

Melzack, R. and Wall, P. D. (1982) The Challenge of Pain. Penguin: 
Harmondsworth. 

Mendels, J. (1976) Lithium in the treatment of depression. American 
Journal of Psychiatry, 133, 373-8. i 

Mendels, J. and Cochrane, C. (1968) The nosology of depression: the 
endogenous-reactive concept. American Journal of Psychiatry, 124, 
1-11 (supplement). y F 

Mendlewicz, J. and Rainer, J. D. (1977) Adoption study supporting genetic 
transmission in manic-depressive illness. Nature, 268, 327-9. 

Merskey, H. (1979) The Analysis of Hysteria. Bailliére Tindall: London., 

Miller, E. (1968) A note on the visual performance of a subject with 
unilateral functional blindness. Behaviour Research and Therapy, 6, 


115-16. 

Miller, E. (1977) Abnormal Ageing. Wiley: Chichester- i 

Miller, E. tean Cognitive oree of the older adult. In J. E. Birren 
and R. B. Sloane (eds) Handbook of Mental Health and Ageing. 
Prentice Hall: Englewood Cliffs, New Jersey. - 

Miller, E. (1983) A note on the interpretation of data derived from 
neuropsychological tests. Cortex, 19, 131-2. 

Miller, E. (1984) Neuropsychological ‘assessment. In D. W. K. Kay and G. 
D. Burrows (eds) Handbook of Studies on Psychology and Old Age. 


M: Elsevier: Amsterdam. x 

iller, E, and Lewis, P. (1977) Recogni 
with depression and dementia. Journ 
8 


tion memory in elderly patients 
al of Abnormal Psychology, 86, 


Miller, N. E. (1969) Learning of visceral and glandular responses. Science, 


, 163, 434-45. 3 
iller, W, R. (1975) Psychological deficit in 

. Bulletin, 82, 238-60. 
iller, W. R, and Seligman, M. E. 
Mi Journal of Abnormal Psychology 
inklowitz, D. J., Goldstein, M. J.» 
(1984) Interactional correlates of expresse 


depression. Psychological 


P. (1975) Depression in humans. 
, 84, 228-38. 
Falloon, I. R. H. and Doane, J. A. 
d emotion in families of 


pee 


324 Investigating Abnormal Behaviour 


schizophrenics. British Journal of Psychiatry, 144, 482-7. 

Mintz, J. (1981) Measuring outcome in psychodynamic psychotherapy. 
Archives of General Psychiatry, 38, 503-6. 

Mitchell, C. and Hartman, D. P. (1981) A cautionary note on the use of 
omega squared to evaluate the effectiveness of behavioral treatments. 
Behavioural Assessment, 3, 93-100. 

Mitchell, K., Bozarth, J. and Krauft, C. (1977) A reappraisal of the 
therapeutic effectiveness of accurate empathy, non-possessive warmth 
and genuineness. In A. Gurman and A. Razin (eds) Effective 
Psychotherapy. Pergamon Press: Oxford. 

Mischel, W. (1968) Personality and Assessment. Wiley: New York. 
Mischel, W. (1977) On the interface of cognition and personality: beyond 
the person-situation debate. American Psychologist, 34, 740-9. 
Montgomery, S. A. and Asberg, M. (1979) A new depression scale 
designed to be sensitive to change. British Journal of Psychiatry, 134, 

382-9. 

Morley, S. (1977) Migraine: a generalized vasomotor dysfunction? A 
critical review of evidence. Headache, 17, 71-4. 
Morley, S. (1985) An experimental investigation of some assumptions 
underpinning psychological treatments of migraine. Behaviour Re- 

search and Therapy, 23, 65-74. 

Morley, S. (1986) Single case methodology in behaviour therapy. In S- J.E. 
Lindsay and G. E. Powell (eds) A Handbook of Clinical Psychology: 
Gower: Aldershot. 

Morley, S. and Hunter M. (1983) Temporal artery pulse amplitude wave 
shapes in migraineurs: a methodological investigation. Journal ©, 
Psychosomatic Research, 27, 485-92. 

Morley, S., Shepherd, G. and Spence, S. (1983) Cognitive approaches to 
social skills training. In S. Spence and G. W. Shepherd (eds) 
Developments in Social Skills Training. Academic Press: London. l 

Mulhall, D. J. (1976) Systematic self-assessment by P.Q.R.S.T. (persona 
gestionnaire of rapid scaling techniques). Psychological Medicine, ?» 

Murphy, G. E., Woodruff, R. A., Herjanic, M. and Fischer, J. R. (1974) 
Validity of the diagnosis of primary affective disorder: a prospective 
study with a five year follow-up. Archives of General Psychiatry, 30; 
751-6. 

Neale, J. M. and Oltmanns, T. F. (1980) Schizophrenia. Wiley: New York. 

Nettelbeck, T. and McLean, J. (1984) Mental retardation and inspection 
time; a two stage model for sensory registration and central process 
ing. American Journal of Mental Deficiency, 89, 83-90. 

Ni Bhrolchain, M. (1979) Psychotic and neurotic depression. Part 1( 
points of method). British Journal of Psychiatry, 134, 87-93- 

Ni Bhrolchain, M., Brown, G. W. and Harris, T. D. (1979) Psycho 
neurotic depression. Part 2. (Clinical characteristics). British J 
of Psychiatry, 137, 94-107. 

Nisbett, R. E. and Ross, L. (1980) Human Inference: Strategi 
Shortcomings of Social Judgement. Prentice-Hall: Englewood 


Some 


tic and 
ourna 


es and 
cliffs» 


G 


Bibliography 325 


New Jersey. 

Novaco, R. W. (1978) Anger and coping with stress; cognitive-behavioral 
interventions. In J. P. Foreyt and D. P. Rathjen (eds) Cognitive 
Behavior Therapy: Research and Application. Plenum Press: New 
York. 

Nurnberger, J. I. and Gershon, E. S. (1982) Genetics. In E. S. Paykel (ed.) 
Handbook of Affective Disorders. Churchill Livingstone: Edinburgh. 

O'Leary, K. D., Kent, R. N. and Kanowitz, J. (1975) Shaping data 
congruent with experimental hypotheses. Journal of Applied Behavior 
Analysis, 8, 43-51. 

Osgood, C. E., Suci, G. J. and Tannenbaum, P. H. (1957) The Measure- 
ment of Meaning. University of Illinois Press; Urbana, Illinois. 

Parkes, C. M. (1964) Recent bereavement as a cause of mental illness. 
British Journal of Psychiatry, 110, 198-204. 

Parkes, C. M. (1972) Bereavement: Studies of Grief in Adult Life. . 
Tavistock: London. \ 

Paul, G. L. (1966) Insight vs desensitization in psychotherapy. Stanford 
University Press: Stanford, California. 

Paykel, E. S. (1971) Classification of depressed patients: a cluster analysis 
clinical grouping. British Journal of Psychiatry, 118, 275-88. 

Paykel, E. S. (1972) Cluster analysis. British Journal of Psychiatry, 120, 
695-6. 

Paykel, E. S. (1982) Handbook of Affective Disorders. Churchill Living- 
stone; Edinburgh. 6 
Paykel, E. S., Kierman, G. L. and Prusoff, B. A. (1974) Prognosis of 
depression and the endogenous-neurotic distinction. Psychological 

Medicine, 4, 57-64. 

Payne, R. W. (1973) Cognitive abnormalities. In H. J. Eysenck (ed.) 
Handbook of Abnormal Psychology, 2nd edn. Pitman: London. 

Pearce, S. and Morley, S. (1981) An experimental investigation of pain 
production in tension headache. British Journal of Clinical Psy- 
chology, 20, 275-81. 

Peck, D, F. and Attfield, M. E. (1981) Migraine symptoms on the Waters 
headache questionnaire: a statistical analysis. Journal of Psycho- 


f somatic Research, 25, 281-8. 
erls, F., Hefferline, R. F. and Goodman, P. (1951) Gestalt Therapy. 


P Penguin: Harmondsworth. d à i 
erris, C. (1966) A study of bipolar (manic depressive) and unipolar 
recurrent depressive psychoses. Acta Psychiatrica Scandinavica 
P Supplement, 194, 9-42. a , 
‘tris, C, (1982) The distinction between bipolar and unipolar affective 
disorders, In E. S. Paykel (ed.) Handbook of Affective Disorder. 
P Churchill Livingstone: Edinburgh. ; 
eterson, C. and Seligman, M. E. P. (1984) Causal explanations as a risk 
ictor for depression: theory and evidence. Psychological Review, 91, 
47-74. 
Peterson, R. L. and Peterson, M. J. (1959) Short term retention of 
individual verbal items. Journal of Experimental Psychology, 58, 193-8. 


326 Investigating Abnormal Behaviour 


Philips, C. (1976) Headache and personality. Journal of Psycho- 
somatic Research, 20, 535-42. 

Philips, C. (1977) Headache in general practice. Headache, 16, 322-29. 

Philips. C. (1978) Tension headache: theoretical problems. Behaviour 
Research and Therapy, 16, 249-61. 

Philips, C. (1980) Recent developments in tension headache research: 
implications for understanding the disorder. In S. Rachman (ed.) 
Contributions to Medical Psychology, vol. 2. Pergamon Press: Oxford. 

Philips, C. and Hunter, M. (1981a) The treatment of tension headache: I. 
Muscular abnormality and biofeedback. Behaviour Research and 
Therapy, 19, 485-98. 

Philips, C. and Hunter, M. (1981b) Pain behaviour in headache sufferers. 
Behavioural Analysis and Modification, 4, 257-66. 

Philips, C. and Hunter, M. (1982) A psychophysiological study of tension 
headache. Headache, 22, 173-9. 

Pilovsky, I., Levine, S. and Boulton, D. M. (1969) The classification of 
depression by numerical taxonomy. British Journal of Psychiatry, 115, 
937-45. 

Prusoff, B. A., Klerman, G. L. and Paykel, E. S. (1972) Pitfalls in the self- 
report assessment of depression. Canadian Psychiatric Association 
Journal, 17, 101-7. 

Rachman, S. (1974) Primary obsessional slowness. Behaviour Resea 
and Therapy, 12, 9-18. 

Rachman, S. (1976a) Observational learning and therapeutic modelling. In 
P. Feldman and A. Broadhurst (eds) Theoretical and Experimental 
Bases of Behaviour Therapies. Wiley: Chichester. 

Rachman, S. (1976b) The passing of the two stage theory of fear 
a fresh possibilities. Behaviour Research and Therapy. 
25-31. 

Rachman, S. (1977) The conditioning theory of fear acquisition: a critical 
examination. Behaviour Research and Therapy, 15, 375-87. ‘ 

Rachman, S. (ed.) (1978) Perceived self efficacy: analyses of Banduran 
theory of behavioural change. Advances in Behaviour Research an 
Therapy, 1, (no. 4) 137-269. 4 

Rachman, S. and De Silva, P. (1978) Abnormal and normal obsessions: 
Behaviour Research and Therapy, 16, 233-48. i 

Rachman, S. and Hodgson, R. J. (1974) Synchrony and desynchrony m 
fear and avoidance. Behaviour Research and Therapy, 12, 311-18. I 

Rachman, S. and Wilson, G. T. (1980) The Effects of Psychologic® 
Therapy. Pergamon: Oxford. d 

Rao, V. A. R. and Coppen, A. (1979) Classification of depression ce 
response to Amitriptyline therapy. Psychological Medicine, 9, ees 

Raps, C. S., Peterson, C., Reinhard, K. E. and Seligman, M. E. P. (198 i 
Attributional style among depressed patients. Journal of Abnorma 
Psychology, 91, 102-8. \ re 

Rehm, L. P. (1977) A self-control model of depression. Behaviow 
Therapy, 8, 787-804. K 

Rodnight, R. (1982) Biochemistry and pathology of schizophrenia. InJ. $ 


rch 


and 
14, 


Bibliography 327 


Wing and L. Wing (eds) Handbook of Psychiatry: 3. Psychoses of 
Uncertain Origin. Cambridge University Press: Cambridge. 

Rogers, C. R. (1951) Client Centred Therapy. Constable: London. 

Rogers, C., Gendlin, E. T., Keisler, D. and Truax, C. (1967) The 
Therapeutic Relationship and its Impact: A Study of Psychotherapy 
with Schizophrenics. Wisconsin University Press: Madison. 

Rose, G. and Barker, D. J. P. (1979) Epidemiology for the Uninitiated. 
British Medical Association: London. 

Rosenhan, D. L. (1973) On being sane in insane places. Science, 179, 250— 
8. 

Rosenthal, T. L. and Zimmerman, B. J. (1978) Social Learning and 
Cognition. Academic Press: New York. 

Rosenthal, T. L. and Bandura, A. (1978) Psychological modeling: theory 
and practice. In S. L. Garfield and A. E. Bergin (eds) Handbook of 
Psychotherapy and Behaviour Change: An Empirical Analysis. Wiley: 
Chichester. 

Roth, M. (1955) The natural history of mental disorder in old age. Journal 
of Mental Science, 101, 281-301. 

Rowland, L. A. and Canavan, A. G. M. (1983). Is a B.A.T. therapeutic? 
Behavioural Psychotherapy, 11, 139-46. 

Rush, A. J., Weisenburger, J., Vinson, D. B. and Giles, D. E. (1983). 
Neuropsychological dysfunctions in unipolar nonpsychotic major 
depressions. Journal of Affective Disorders, 5, 281-7. 

Sachar, E. J. (1982) Endocrine abnormalities in depression. In E. S. Paykel 
(ed.) Handbook of Affective Disorders. Churchill Livingstone: 
Edinburgh. 

Schacter, S. and Singer, J. (1962) Cognitive, social and physiological 
determinants of emotional state. Psychological Review, 69, 378-99. 

Scheff, T. J. (1966) Being Mentally Ill. Aldine: Chicago. 

Scoville, W. B. and Milner, B. (1957) Loss of recent memory after 
bilateral hippocampal lesions. Journal of Neurology, Neurosurgery 

_ and Psychiatry, 20, 11-21. 

Seligman, M. E. P. (1975) Helplessness. W. H. Freeman: San Francisco. 

Seligman, M. E. P. (1981) A learned helplessness point of view. In L. P. 
Rehm (ed.) Behaviour Therapy for Depression: Present Status and 

_ Future Directions. Academic Press: New York. 
eligman, M. E. P., Abramson, L. Y., Semmel, A. and von Baeyer, C. 
(1979) Depressive attributional style. Journal of Abnormal Psy- 
chology, 88, 242-7. 

gman, M. E. P. and Maier, S. F. (1967) Failure to escape traumatic 

Ses Journal of Experimental Psychology, hee 
ice, T. (1979) Case study approach in neuropsychological research. 

Sha Journal of Clinical Neuropsychology, 1, 183-211. 

Piro, D. A. (1969) Empathy, warmth and genuineness in psycho- 

Sha therapy. British Journal of Social and Clinical Psychology, 8, 350-61, 

Piro, D. A. (1981) Comparative credibility of treatment rationales: 
three tests of expectancy theory. British Journal of Clinical Psy- 
chology, 20, 111-22. 


Seli 


328 Investigating Abnormal Behaviour 


Shapiro, D. A. and Shapiro, D. (1982) Meta-analysis of comparative 
therapy outcome studies: a replication and refinement. Psychological 
Bulletin, 92, 581-609. 

Shapiro, E. S., Barrett, R. P. and Ollendick, T. H. (1980) A comparison of 
physical restraint and positive practice overcorrection in treating 
stereotypic behaviour. Behaviour Therapy, 11, 227-33. 

Shapiro, J. G. (1968) Relationships between visual and auditory cues of 
therapeutic effectiveness. Journal of Clinical Psychology, 24, 236-9. 

Shapiro, J. G., Foster, C. P. and Powell, T. (1968) Facial and bodily cues of 
genuineness, empathy and warmth. Journal of Clinical Psychology, 
24, 233-6. 

Shapiro, M. B. (1961) A method for measuring psychological changes 
specific to the individual psychiatric patient. British Journal of Medical 
Psychology, 34, 151-5. 

Shapiro, M. B. (1977) An analysis of the nine stages of accurate empathy as 
implied by the definitions of Truax and Carkhuff. Unpublished paper- 
Institute of Psychiatry: London. 

Shapiro, M. B., Campbell, D., Harris, A. and Dewsberry, J. P. (1958) 
Effects of E.C.T. upon psychomotor speed and the ‘distraction effect 
in depressed psychiatric patients. Journal of Mental Science, 104, 681- 
95 


Shapiro, M. B. and Nelson, E. H. (1955) An investigation of the nature of 
cognitive impairment in co-operative psychiatric patients. British 
Journal of Medical Psychology, 28, 239-86. 

Shepherd, G. (1983) Introduction. In S. Spence and G. Shepherd (eds) 
Developments in Social Skills Training. Academic Press: London. 

Shepherd, G. (1984) Institutional Care and Rehabilitation. Longmans: 
London. 

Shepp, B. E. and Zeaman, D. (1966) Discrimination learning of size and 
brightness by retardates. Journal of Comparative and Physiological 
Psychology, 62, 55-9. h 

Shipley, R. H. and Boudewyns, P. A. (1980) Flooding and implosive 
therapy: are they harmful? Behaviour Therapy, 11, 503-8. 

Siegler, M., Osmond, H. and Mann, H. (1969) Laing’s models of madness: 
British Journal of Psychiatry, 115, 947-58. 

Slater, E. and Roth, M. (1973) Clinical Psychiatry. Baillière Tindall: 
London. 

Sloane, R. B., Staples, F. R., Cristol, A. H., Yorkston, N. J. and Whipple, 
K. (1975) Psychotherapy versus Behaviour Therapy. Harvard Uni- 
versity Press: Cambridge, Massachusetts. 

Smith, M. L., Glass, G. V. and Miller, T. I. (1980) The Benefits of 
Psychotherapy. Johns Hopkins University Press: Baltimore. 

Snaith, R. P., Ahmed, S. N., Mehta, S., Hamilton, M. (1971) Assessment 
of severity of primary depressive illness: the Wakefield self-assessment 
inventory. Psychological Medicine, 1, 143-9. 

Snaith, R. P., Bridges, G. W. K. and Hamilton, M. (1976) The Leeds scales 
for the self-assessment of anxiety and depression. British Journal ©, 
Psychiatry, 128, 156-65. 


Bibliography 329 


Solomon, Z. and Bromet, E. (1982) The role of social factors in affective 
disorder: an assessment of the vulnerability model of Brown and his 
colleagues. Psychological Medicine, 12, 123-30. 

Spence, S. and Shepherd, G. (1983) Developments in Social Skills Training. 
Academic Press: London. 

Spitzer, R. L. (1976) More on pseudoscience in science and the case for 
psychiatric diagnosis: a critique of Rosenhan’s ‘On being sane in 
insane places’ and the contextual nature of psychiatric diagnosis. 
Archives of General Psychiatry, 33, 459-70. 

Spitzer, R. L., Endicott, J. and Robins, E. (1978) Research diagnostic 
criteria: rationale and reliability. Archives of General Psychiatry, 35, 
773-82. 

Stampfl, T. G. and Levis, D. J. (1967) Essentials of implosive therapy: a 
learning theory based psychodynamic behavioral therapy. Journal of 
Abnormal Psychology, 72, 496-503. 

Sternbach, R. A. and Timmermans, G. (1975) Personality changes 
associated with reductions of pain. Pain, 1, 177-81. 

Sternberg, D. E., and Jarvik, M. E. (1976) Memory functions in 
depression: improvement with antidepressant medication. Archives 
of General Psychiatry, 33, 219-24. 

Stott, W. H. (1958) Some psychosomatic aspects of causality in repro- 
duction. Journal of Psychosomatic Research, 3, 42-55. 

Straube, M. J. and Hartman, D. P. (1982) A critical appraisal of meta- 
analysis. British Journal of Clinical Psychology, 21, 129-39. 

Strauss, J. S. and Carpenter, W. T. (1972) The prediction of outcome in 
schizophrenia: I. Characteristics of outcome. Archives of General 
Psychiatry, 27, 739-46. 

Strauss, J. S. and Carpenter, W. T. (1974) Prediction of outcome in 
schizophrenia: II. Relationships between predictor and outcome 
variables. Archives of General Psychiatry, 31, 37-42. 

Strauss, J. S. and Carpenter, W. T. (1977) Prediction of outcome of 
schizophrenia: III. Five year outcome and its predictors. Archives of 
General Psychiatry, 34, 159-63. 

Strauss, J. S. and Carpenter, W. T. (1981) Schizophrenia. Plenum Press: 
New York. 

Sturgeon, D., Kuipers, L., Berkowitz, R., Turpin, G. and Leff, J. P. (1981) 
Psychophysiological responses of schizophrenic patients to high and 
low expressed emotion relatives. British Journal of Psychiatry, 138, 
40-5 


Surtees, P. G. (1980) Social support, residual adversity and depressive 
S Outcome. Social Psychiatry, 15, 71-80. : 
zabadi, E., Bradshaw, C. M. and Besson, J. A. D. (1976) Elongation of 
pause time in speech: a simple, objective measure of motor retard- 
S ation in depression. British Journal of Psychiatry, 129, 592-7. 
Tas, T. (1961) The Myth of Mental Illness. Harper & Row: New York. 
arrier, N. and Barrowclough, C. (1984) Psychophysiological assessment 
Of expressed emotion in schizophrenia. A case example. British 
Journal of Psychiatry, 145, 197-203. 


330 Investigating Abnormal Behaviour 


Tarrier, N., Vaughn, C. E., Lader, M. H. and Leff, J. P. (1979) Bodily 
reactions to people and events in schizophrenia. Archives of General 
Psychiatry, 36, 311-18. 

Taylor, M. A., Redfield, J. and Abrams, R. (1981) Neuropsychological 
dysfunction in schizophrenia and affective disease. Biological 
Psychiatry, 16, 467-78. 

Teasdale, J. D. and Fogarty, S. J. (1979) Differential effects of induced 
mood on retrieval of pleasant and unpleasant events from episodic 
memory. Journal of Abnormal Psychology, 88, 248-57. 

Teasdale, J. D. and Russell, M. L. (1983) Differential effects of induced 
mood on the recall of positive, negative and neutral words. British 
Journal of Clinical Psychology, 22, 163-71. 

Tennant, C. (1983) Life events and psychological morbidity: the evidence 
from prospective studies. Psychological Medicine, 13, 483-6. 4 

Tennant, C., Bebbington, P. and Hurry, J. (1981) The role of life events 1n 
depressive illness: is there a substantial causal relationship? Psycho- 
logical Medicine, 11, 379-89. 

Thompson, J. K. and Adams, H. E. (1984) Psychophysiological character- 
istics of headache patients. Pain, 18, 41-52. 

Tizard, J. and Loos, F. M. (1954) Learning for a spatial relations test by 
adult imbeciles. American Journal of Mental Deficiency, 59, 85-90. 

Trethowan, W. (1979) Psychiatry, 4th edn. Balliére Tindall: London. — 

Truax, C. B. (1966a) Reinforcement and non-reinforcement in Rogerian 
psychotherapy. Journal of Abnormal and Social Psychology, 71, 1-9. 

Truax, C. B. (1966b) The influence of patient statements on judgements of 
therapist statements during psychotherapy. Journal of Clinical 
Psychology, 22, 335-7. 

Truax, C. B. (1968) Therapist interpersonal reinforcement of client self- 
exploration and therapeutic outcome in group psychotherapy. Journal 
of Counselling Psychology, 15, 225-31. 

Truax, C. and Carkhuff, R. (1967) Toward Effective Counselling and 
Psychotherapy. Aldine Press: Chicago. 

Truax, C. and Mitchell, K. (1971) Research on certain therapist inter- 
personal skills in relation to process and outcome. In A. E. Bergin and 
S. L. Garfield (eds) Handbook of Psychotherapy and Behaviour 
Change: An Empirical Analysis. Wiley: New York. 

Trudel, G. (1979) The effects of instructions and level of fear. Behaviour 
Research and Therapy, 17, 113-18. 

Turk, D. C. (1978) Cognitive behavioral techniques in the management of 
pain. In J. P. Foreyt and O. P. Rathjen (eds) Cognitive Behavior 
Therapy: Research and Application. Plenum Press: New York. 

Vaughn, C. E. and Leff, J. P. (1976a) The influence of family and social 
factors on the course of psychiatric illness. British Journal of PSY- 
chiatry, 129, 125-37. 

Vaughn, C. E. and Leff, J. P. (1976b) The measurement of expressed 
emotion in families of psychiatric patients. British Journal of Soct@ 
and Clinical Psychology, 15, 157-65. 

Vaughn, C. E., Snyder, K. S., Jones, S., Freeman, W. B. and Falloon, R. 
H. (1984) family factors in schizophrenic relapse. Archives of Genera! 


ee 


Bibliography 331 


Psychiatry, 41, 1169-77. 

Vernon, P. E. (1964) Personality Assessment: A Critical Appraisal. 
Methuen: London. 

Von Knorring, A. L., Cloninger, R., Bohman, M. and Sigvardsson, S. 
(1983) An adoption study of depressive disorders and substance 
abuse. Archives of General Psychiatry, 40, 943-50. 

Waters, W. E. and O’Connor, P. J. (1971) Epidemiology of headache and 
migraine in women. Journal of Neurology, Neurosurgery and 
Psychiatry, 34, 148-53. 

Watt, D. C., Katz, K. and Shepherd, M. (1983) The natural history of 
schizophrenia: a 5 year prospective follow-up of a representative 
sample of schizophrenias by means of a standardised clinical and social 
assessment. Psychological Medicine, 13, 663-70. 

Watts, F. N. (1975) Systematic desensitization as habituation. Unpublished 
PhD thesis. University of London: London. 

Watts, F. N. (1979) The habituation model of systematic desensitization. 
Psychological Bulletin, 86, 627-37. 

Watts, F. N. and Bennett, D. H. (1977) Previous occupational stability as 
a predictor of employment after psychiatric rehabilitation. Psycho- 
logical Medicine, 7, 709-12. 

Watts, F. N. and Bennett, D. H. (1984) Theory and Practice in Psychiatric 
Rehabilitation. Wiley: Chichester. 

Weeks, D., Freeman, C. P. L. and Kendell, R. E. (1980) ECT: II 
Enduring cognitive deficits. British Journal of Psychiatry, 137, 26-37. 

Weissman, M. M. and Klerman, G. L. (1977) Sex differences in the 
epidemiology of depression. Archives of General Psychiatry, 34, 98- 
111. 


Wickelgren, W. A. (1968) Sparing of short-term memory in an amnesic 
Patient: implications for strength theory of memory. Neuro- 
_ psychologia, 6, 235-44. a. 7 
Wilkinson, I. M. and Blackburn, J. M. (1981) Cognitive style in depressed 
and recovered depressed patients. British Journal of Clinical 
__ Psychology, 20, 283-92. i: ry 
illiams, J. G. (1975) Diurnal variation in depression — is it there? Journal 
__ Of Nervous and Mental Diseases, 161, 59-62. ; 1 
Williams, J. M. G. (1980) Generalisation in the effects of a mood induction 
_ Procedure. Behaviour Research and Therapy, 18, 563-72. 
Williams, J. M. G. (1984a) The Psychological Treatment of Depression. 
Croom Helm: London. : X 
Williams, J. M. G. (1984b) Cognitive-behaviour therapy for depression: 
._ Problems and perspectives. British Journal of Psychiatry, 145, 254-62. 
Wilson, G. T. and Evans, J. M. (1977) The therapist-client relationship in 
behaviour therapy. In A. Gurman and A. Razin (eds) Effective 
ele Sychotherapy. Pergamon Press: Oxford. j 
ilson, G. T. and Rachman, S. J. (1983) Meta-analysis and the evaluation 
of Psychotherapy outcome: limitations and liabilities. Journal of 
. Comparative and Clinical Psychology, 51, 54-64. 
Mefield, H, R. (1984) The nature and elicitation of social support: some 


332 Investigating Abnormal Behaviour 


implications for the helping professions. Behavioural Psycho- 
therapy, 12, 318-30. 

Wing, J. K. (1982) Course and prognosis of schizophrenia. In J. K. Wing 
and L. Wing (eds) Handbook of Psychiatry, vol. 3. Psychoses of 
Uncertain Origin. Cambridge University Press: Cambridge. 

Wing, J. K., Cooper, J. E. and Sartorius, N. (1974) The Measurement and 
Classification of Psychiatric Symptoms. Cambridge University Press: 
Cambridge. 

Winokur, G. (1979) Unipolar depression: is it divisible into autonomous 
subtypes? Archives of General Psychiatry, 36, 47-52. 

Winokur, G., Cadoret, R., Dorzab, J. and Baker, M. (1971) Depressive 
disease: a genetic study. Archives of General Psychiatry, 24, 135-55. 

Winokur, G., Clayton, P. and Reich, T. (1969) Manic-depressive Illness. 
Mosley: St Louis. 

Wolff, H. G. (1937) Personality features and reaction of subjects with 
migraine. Archives of Neurology and Psychiatry, 37, 895-921. 

Wolff, H. G. (1962) Headache and Other Head Pain, 2nd edn. Oxford 
University Press: London. 

Wollheim, R. (1971) Freud. Collins/Fontana: London. 

Wolpe, J. (1958) Psychotherapy by Reciprocal Inhibition. Stanford 
University Press: Stanford, California. 

Woodruff, R. A., Murphy, G. E. and Herjanic, M. (1967) The natural 
history of affective disorders: I. Symptoms of 72 patients at time of 
index hospital admission. Journal of Psychiatric Research, 5, 255-63. 

World Health Organization (1978) Mental Disorders: Glossary and Guide 
to their Classification in Accordance with the Ninth Revision of the 
International Classification of Diseases. WHO: Geneva. 

Yates, A. (1966) Psychological deficit. Annual Review of Psychology, 17, 
111-44. 

Yates, A. J. (1980) Biofeedback and the modification of behaviour. Plenum 
Press: New York. 

Yozawitz, A., Bruder, G., Sutton, S., Sharpe, L., Gurland, B., Fleiss, J. 
and Costa, L. (1979) Dichotic perception: evidence for right hemi- 
sphere dysfunction in affective psychosis. British Journal of Psy- 
chiatry, 135, 225-8. 

Zeaman, D. (1965) Learning processes of the mentally retarded. In S. F. 
Osler and R. E. Cook (eds) The Biological Basis of Retardation. Johns 
Hopkins University Press: Baltimore. 

Zeaman, D. and House, B. J. (1963) The role of attention in retardate 
discrimination learning. In N. R. Ellis (ed.) Handbook of Mental 
Deficiency. McGraw-Hill: New York. 

Zeaman, D. and House, B. J. (1979) A review of attention theory. In N- R. 
Ellis (ed.) Handbook of Mental Deficiency: Psychological Theory and 
Research. Laurence Erlbaum: Hillsdale, New Jersey. 

Zeigler, D. K., Hassanein, R. S. and Hassanein, K. (1972) Headache 
symptoms suggested by factor analysis of symptom variables 17 
headache prone population. Journal of Chronic Diseases, 25, 353-63; 

Zerbin-Rudin, E. (1979) Genetics of affective psychoses. In M. Schon an 


Bibliography 333 


E. Stromgren (eds) Origin, Prevention and Treatment of Affective 
Disorder. Academic Press: New York. 
| Zis, A. P. and Goodwin, F. K. (1982) The amine hypothesis. In E. S. 

Paykel (ed.) Handbook of Affective Disorders. Churchill Livingstone: 
Edinburgh. 

Zubin, J. (1967) Classification of the behaviour disorders. Annual Review 
of Psychology, 18, 373-406. 

Zung, W. K. (1965) A self-rating depression scale. Archives of General 
Psychiatry, 12, 63-70. 


Index 


Abnormality, 
classification of, 7-10 
nature of, 17-23 

Analogues in research, 182 


Biofeedback, 256 


Classification, 
clinical system, 11 
depression, 27-40 
general, 10-16 
headache, 258 
problems of, 13-16 
schizophrenia, 229-36 


Depression, 

biochemistry of, 51-6 

classification, 27-40 

clinical features, 25-6 

deficit in, 55-69 

epidemiology, 41-7 

genetics, 47-50 

life events and, 103-20 
bereavement, 114-17 
Prospective studies, 117, 118 

Measurement of, 69-76 

Pharmacology of, 53, 54 

Subtypes of, 28-30 

theories, 77-102, 302 
Cognitive, 93-110 
learned helplessness, 85-93 
Psychodynamic, 78-85 


Dyslexia, 5 


Electroconvulsive therapy (ECT), 
_, 31, 54 
Epidemiology, 41-7 
Xpressed emotion, 
relapse of schizophrenia, 


244-8 
construct of, 248-51 
therapeutic reduction, 251-3 


Genetics, 47-50 


Headaches, 257-77 
definitions of, 258 
migraine, 259-62 
stress and, 267-9 
tension, 252-9 

Hysteria, 300, 301 


Intelligence in, 
depression, 58-60 
mental handicap, 278, 279, 284 


Language and speech, 68 
Learning and memory in, 

depression, 61-5 

mental handicap, 289-98 
Life events, 103-20 

in schizophrenia, 242-4 


Mania (or hypomania), 26, 27, 29 
Measurement, 69-76, 82-5 
aggression, 82-5 
Behavioural Avoidance Test, 
167 
outcome measures in therapy, 
210-13 
personal questionnaires, 73-6 
rating scales, 71-3 
Mental handicap, 278-98 
attention in, 291-3 
causes of, 279, 280 
epidemiology of, 281-3 
learning and memory in, 289-98 
mild, 280-2 
severe, 282-3 


336 Index 


Methodology in relation to, 
assessment, 69-71 
classification, 27, 28, 3144, 36 
deficit, 56-8 
double dissociation, 5 
life events, 104-9, 112, 118 
mental handicap, 284-9 
theories, 101, 102 
therapy, 165-70 


Neuropsychological disorders, 5, 


60, 61, 301 


Outcome research in 
psychotherapy, 204-26 
Box Score analysis, 218 
measures in, 210, 213 
meta-analysis, 219 
Temple University study, 205 


Pain, 
behaviour, 273-4 
experience, 269-73 
Perceptual deficits, 67 
Pharmacology, 53, 54 
Placebo, 195, 197 
Process research, 182 
analogues in, 182 
credibility expectation, 196 


demand characteristics, 185 
Psychosomatic medicine, 255-7 
Psychosurgery, 54 


Schizophrenia, 

acute, 239 

chronic, 234-6 

clinical features, 229-32 

life events in, 242-4 

subtypes, 232-6 

treatment of relapse, 241-53 
Single case experiments, 170-81 
Speed of performance, 65-7 
Spontaneous remission, 204, 227 
Systematic desensitization, 143, 

189 


Therapeutic relationship, 126, 195, 
209 
transference, 125-8 
warmth, empathy and 
genuineness, 137-8 


Therapy, 


behaviour therapy, 150-3 
client-centred therapy, 134-41 
cognitive therapy, 153-5 
drugs, 161 

ECT, 162 

humanistic, 133-4 
psychoanalytic, 122-9 


| A A 
a bot G 
The Weidenfeld Modern Psychology series is a new ran. 


textbooks designed to meet the needs of students for 
comprehensive, relevant and up 


-to-date coursebooks across 
the psychology syllabus. 


Investigating Abnormal Behaviour 
Abnormal Psychology is a large subject which has attracted a 
* great variety of approaches. Rather than attempting a brief 


Survey of everything from schizophrenia to mild stress, 
Investigating Abnormal Be 


haviour concentrates on an analysis 

of the key issues that arise in the classification and treatment of 
abnormal behaviour: 

After an examination of 


authors | 


ave been 


employed or advocated. The book ends 
udies of h 
illustr 


Thisisa very rea 


dable and accessible introduction to a fascinating 
and popular field of study. 


Edgar Miller is a District Psychologist with Cambridge Health 

Authority and an Associate Lecturer atthe University of Cambridge. 

Stephen Morley is a Lecturer in Clinical Psychology atthe 
University of Leeds. 


ISBN 0-297-78848-5 i 


Weidenfeld and Nicolson 9 | | “i 


